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The ABC1E Approach 


4 JUJ! c. Og ) CliV^ cUUli] (jC* ajldO 

u^j life threatening u J' -^1' systematic ^ j J 


© _ _ (__)joLuj V I (j-o lg.».*l<a) jl (_JjJa 3 VI jl l3.2Jlc.lj IaI*-o (JI*j 1 JllJljj 6-i (jLutll a ' i £^ jJ 


a^C. I j«1^-j jdi£ d ll 7J ~s >._ inuj dl JXJ 4 j| jk*N 6^ $.(_£ jl jkll (jlac. U1 lj-1^. j2 

Ujl fn-v j tdiljjijVtj <*_£j^)-ai j aJoIq system 4J jk*j I j'*^ Ic-j^d J^VI <-jIjjuo1 

(3) dl! J*alj 4j!_t2. ^Jc. *' ^jldc. dlVt^il A_*S 1 *Jd ■»'< ^2 4_llc. 

’’Lu^tybJl L?t Ls'Uj lt»L?’l y " 

5 c> ^jj^' C 5 * ^ ^>jj^'< ABCDE« Approach-!' 
J! dJikl a^lj J jl j*j VITAL FOR LIFE 4->' J*-^ 6 4^ 
The loss of one or loss of control of any of them will DEATH -!' 

rapidly lead to death 

A> Airway 

B> Breathing 

C> Circulation 

D> Disability 

E> Exposure 


jL*il J <KJdJl simultaneously uyj'j 1 * <^j!' J 'j^ f j^j 
Oxygen-" ^ a^ J^dj Jii Cardiac arrests djU jl 
"Airway U' <JwJ jc. Uid^ j^udjV' 'Ja Jj Hypoxia J*^ 
Jl 4xi:u Heart-" ? jL ^ " Breathing 1 Jl J' aJSl Lungs-" <* jj^uj 
Jaj^ J j] JUlUj " Circulation" c> J <4kLdl Tissues-!' 

J" "Disability Vital organs-!! Hypoxia J ^^ja dj j±£i\ ^ Aik Jl 

JL! j ^1 Ulilc. Death © ^ \l ^2 
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4ji 5JI ^3 ^jjoLujVi (^5-^ 4^^}judJ ^ \}> jlfi 

u^ lungs-1' J' air-1 ' jj^> u^ patent & clear uj^ f jV >1-11 -1 
^ jll j © IjI Jl' adequate oxygenation-1' 

CNS-1' c> f^A * jp. ^3* jV cervical spine-1' J*^ C-Spine-t^j V' 

brain t>& dislocation j' fracture *'j*» InjuryJ 4^ jlj 

.>1 Ulil c. ISaj spinal cord injury j' stem 

So / goal is to 1- keep the airway patent and clear 
2- stabilization of the C-spine 

^Uj j\ i j A ^\ pL Sc. 6^ 4JU ^ breathing-" j' cJ&l' u' ^-1' -2 

4i! ls Sxj tissues-1' adequate oxygenation ^ l^jj 

. oxygen % 1 0O^ 

4ij]a jib ^ jiijj j (J-aSI Jc. 4JU.S liic.lL circulation -1' u' C-l' -3 

nutrients-1' j Oxygen-1' c> vital organs-1' ^ Jl' ^ j 1 ^' 

4 <«_ Lj>j 4 \ u« * Lq injury J j' j' 4-Ja J ^ i^ILa !>\!La <Ja j <Laj!>UI 

J jl ^ Jaj internal j' external J£ *' bleeding 

J clIlj j hypoperfusion tissues J' u' c 5^ shock <l^^j 

.. hypoxia 

^ deficit Jj l>^J uW*-!' CNS-1' <— O- 1' -4 

.... JJ1 neurological evaluation cW' ? JV c*llil j ©^^1' ^ ^ jV 

<Li*j jLic. JJ1 complete exposure exposure <_s^' ^1' -5 

...u^ J J* missed^ <1^ J J J±3 J* areas-1' J£1 lULj <_U^ 

_& J jl ^ ^ Primary Survey l' ^ ABCDE^ &Sa 

<jjou 1U fatal uj^ 6^.1 j (_$! ^ jl (_5^1' vita 1-1' 
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IjlAj -VIa. La (jj— 4 kjh b ^-La 6 Aa.Ij <_$1 fji La defect (_$' ^ u' < —S^! j!j 
resuscitation-!' j primary survey-!' RESUSCITATION ^ 5 ^ 

© simultaneously « lA o^*-? £* 

vital -!' cr^ haemodynamically stable cllaLIj aJUJI _& bjj^ U a*j 
body-!' <aJa la Jil detailed j <J*bi <Laol !aja Ia^ <Lc.Lj signs 

© secondary survey ^ j* j 


1- PRIMARY SURVEY " & 2- RESUSCITATION 


done simultaneously 

7- AIRWA Y = A 

1- securing, ensuring i airway & 2- stabilization C-spine « A-!' ^ 
jl£ *1 jx* obstruction <j\ J C 5 -^ clear j patent ^ airway r -!' u' 

facilitates*^ adequate oxygenation 6^' complete j' partial 


© LEAN -!' ls j airway-!' 0° (J 30 ' j 4 -!' j ^' 


flesusdtfjtfon rfrwgs 
that may he admin- 
istered via ET tuhe- 

LEAN 

Lidocaine 

Epinephrine 

Atropine 

Naloxone 


? airway obstruction ^ ss^s J' tA ^ 

l- I^LOC’* 



i/tficV 






wall <’«’” va 3 .tr - 

6utt\ Afauwa. 
5 Ixufwvc^omo 
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<j\ j' airway-l! assessment^! -c- ^ 

How AjSLj jS j Ajc. j c^'jj tjjb conscious ^ u^' j! ^*'j 

airway-!' C 5 * f^l' <j' 'V osj^ speaks^ osj^ ru? 

<jfLaA <C.Lj airway-!' u' L- lLa!>lc. (_£ I ^ j] J cO^>j 4 <jaJ ^ 01 J 4£.11j 

deteriorates 

_3j 6-li^. 4Jb*J (jLaj ^aLaJ (jLa airway-!' (j' LS^ L jLa^lc. L_fl (jfLa-aj 

J'j c> 'j$!' j noisy breathing j failure to speak ^ 

partial airway obstruction ^lAc. 'j$!' ls <L j!' 

. 6^/lc.l ajji.^11 _a ^ J) «a!' 4iajJa«aj 
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stridor -a u-& l£** noisy breathing- 

«A j ^ j* c^' wheezes j' upper airway obstruction-^ 

a£. j*JI Cjj^ gurgling sound j' lower airway obstruction 
a complete airway obstruction-* jl L*jl... *' -a b» secretions-^ j 

Silent.. *lj$-ll ci I j* cfei* <jV <jl c*1Ua jjSj 
ciiLa^ic* ls^j hypoxia- ^iL 

4^4? RR-l' u4*^ Tachypnea-^' cs j respiratory distress -1' 

working ala ^juo C5 o*j flaring of the nose (>20/min) i> C 5 ^' 

use of <^^1 ijr^j <^111 Ij^ll Ij^JI (j ja^ Jaki nasi 

csj chest walPI -a retractions accessory muscles of respiration 

C 5 ^ ^Vl jSa^j supraclavicular j suprasternal j subcostal j intercostals 

. central cyanosis^ I 


ff j 1 / j/ Jj»buA qirwayJlj^l 4 (S<Z<4 -2 <jl <-jJa j jl uL 

clear j patent uj 4 airway-^ C5 lkl J ijUl ^1 management cW' j 
Ij^ll cija^ j suction 4? 4-\4' <4' secretions l$' j' fb l$' C5* 4 u4 

J>> patent 4-4 j 


i- Basic 

a- head tilt-chin lift 
b- jaw thrust "if c-spine injury suspected" 
c- airway adjuncts as Oro/ Nasopharyngeal airways 

uV ' fall back^ t> tongue-^ c^' 

The tongue is the most common cause of upper airway 
obstruction in supine unconscious or semiconscious patients. 
vomiting gag reflex-M -a j 

bag valve mask j' nasal cannula jl mask c> Oxygend 4^' cr^b 

JjJaal 11 a J 
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Head-tilt-chin-lift maneuver 



The head-tilt chin-lift is used in any patient in whom cervical spine injury is 
NOT a concern. The clinician uses two hands to extend the patient's neck and 
open the airway. While one hand applies downward pressure to the patient's 
forehead, the tips of the index and middle finger of the second hand lift the 
mandible at the mentum, which lifts the tongue from the posterior pharynx. 

Jaw thrust maneuver 



The jaw-thrust maneuver is used in the patient in whom cervical 
spine injury is a concern. This maneuver moves the tongue 
anteriorly with the mandible, minimizing the tongue's ability to 
obstruct the airway. With the patient supine and the clinician 
standing at the head of the bed, the technique is performed by 
placing the heels of both hands on the parieto- occipital areas on 
each side of the patient's head, then grasping the angles of the 
mandible with the index and long fingers, and displacing the jaw 
anteriorly. 
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Oropharyngeal airway sizing 



A rough method for choosing the correct OPA size is to hold the 
airway beside the patient's mandible, orienting it with the flange at 
the patient's mouth and the tip directed toward the angle of the 
mandible. The tip of an appropriately sized OPA should just reach 
the angle of the patient's mandible. 

Oropharyngeal airway insertion 



When inserting an OPA, the clinician must avoid pushing the tongue into the 
posterior pharynx. This can be accomplished by starting with the curve of the 
OPA inverted (ie, directed cephalad) and then rotating it 180 degrees as its tip 
reaches the posterior pharynx. 


7 



One-hand bag mask ventilation technique 



To perform this technique, one hand is placed on the mask, with the web 
space between the thumb and index finger resting against the mask 
connector. The web space is placed in the center of the mask, allowing for a 
more even application of pressure. The correct technique is to lift the 
mandible up into the mask with the middle, ring, and little fingers, while 
holding the mask tightly against the patient’s face with the thumb and index 
finger. Clinicians should take care to pull up only on the bony parts of the 
mandible; pressure to the soft tissues of the neck may occlude the airway. 

Two-hand bag mask ventilation techniques 



There are two ways to perform the two hand technique. In the traditional 
method (picture A), both thumbs and index fingers hold pressure along the 
inferior and superior ridges of the mask. The other three fingers on each hand 
hold the mandible, in a fashion similar to the one-handed mask hold, and 
perform a simultaneous chin-lift and jaw-thrust maneuver. This position may 
not be comfortable to maintain for long periods of time. We recommend 
another method that uses the stronger thenar eminences to hold the mask in 
place (picture B). The thenar eminences are positioned parallel to each other 
along the long axis of each side of the mask, allowing the four remaining 
fingers to provide chin-lift and jaw-thrust maneuvers. 

b 


Jl Jl Ail I <l=.U ...'Ur, aJUJI jl ^y\) ^ (3^° ^ cJ^ -3 ^ 

2 - Definitive 
a- Endotracheal tube 

^ 5 %} e-^?j trachea-!' J^'i j' J' mouth-!' j4 

f!^ — GCS-!' uj^ uW*!' u' lsj indications W ls^j .. ^ airway-!' C 5 * j 
j' maintains j-^ja jL»Jl jV # ^jUmj jl j* J2l — D-SI J Aj jjIi Jix-j A_k. 

j' failure of oxygenation and ventilation j' airway-!' protects 


...* jl^ aj^ :i*j aJUII jl Ul anticipated deterioration 



b- Surgical 

needle cricothyrotomy-H - / 

cricothyroid -!' anterior-!' i> neck-!' ^ * jj j^ J^U Ul Ua j 

CjVU ^ larynx-!' ^ airway-!W 14V membrane 

.intubation-!' aL«j failed airway-!' 

Tracheostomy-H -2 

trachea-!' C 5 * cs-^*^ l£! j anteriorly jj neck -!' C 5 * cWU ^1 ai j 

A , ^ A. Aj^jjl 

adequate Ail ^i^luuA airway cP' ^ ^ 

..lA^ c^' l£!j i00% O 2 cs^ © oxygenation 

Giving excessive tidal volume i.e. "adequate volume" 

Forcing too quickly i.e. "adequate force" 

Ventilating to quickly i.e. "adequate rate" 


j*j VI airway-!' *0^' 


C-spine stabilization d! 


a±a ©L j] j 1^. a^a injury ^ C-spine-!' jl jl jja Ula ^ j 

Ajlijll _-a liA ^Lol Ljli (_JjJaaVli. . . jLi*J! al j^«o<Q Ail AJLaJl £a lilj 

tillil CjLdI C5 ia. C5 i*j injured j' <!^> Aja C-spine-!' u' J j§' ^ 

ASSUME C-SPINE INJURY UNTILL PROVED OTHERWISE 
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Figure 15.9 The 'sniffing the morning air' position in which the neck is 
slightly flexed with the head extended. This allows a direct line of vision from 
mouth to vocal cords. 


Box 15.2 Anatomical landmarks as you advance laryngoscope 

The tonsillar fossa: with the laryngoscope over the right side of 
the tongue, advance until the end of the soft palate appears to 
meet the lateral pharyngeal wall at the tonsillar fossa. 

Uvula push the tongue into the midline by moving the 
blade to the left. Using the posterior edge of the soft palate 
as a guide, advance the scope until the uvula is identified in the 
midline. 

Epiglottis: advance the laryngoscope further over the base of the 
tongue until the tip of the epiglottis comes into view. 

The laryngoscope should end up sitting in the vallecula. This is 
the area between the root of the epiglottis and the base of the 
tongue. 



Figure 15.10 Correct position of the laryngoscope when sited in the 
vallecula. 



Figure 15.11 Step-by-step guide: orotracheal intubation. (a) Insertion of 
the laryngoscope making sure to avoid causing damage to the teeth. 

(b) Laryngoscopy with cricoid pressure, (c) Inserting the endotracheal tube, 
(d) The endotracheal tube secured with a tie. 


Endotracheal Intubation 
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Needle Cricothyroidotmy 
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Thyroid 

isthmus 


Retractor 





Larynx 

Subcutaneous 

tissues 

Muscle 

Thyroid 


Thyroid 

isthmus 

Trachea 


Sutures 


Tracheostomy 
tube inserted 




Figs 5A to F A schematic diagram showing the steps of surgical tracheostomy. (A) Vertical 
skin incision, (B) Splitting the strap muscles, (C) Isthmus of the thyroid over 1st and 2nd tracheal 
ring, (D) Pretracheal fascia over trachea is visible after retracting isthmus of the thyroid, (E) After 
removal of pretracheal fascia, tracheal rings are visible, (F) Tracheostomy tube in situ 


Tracheostomy 
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© free ^ ^ W l>^jS stabilization lW^i <ov 

neurologic -a jlj V Vj post, midline neck pain Ja jL*ll o- 33 ^' 

Ac. l$sLc. Jl\ x-ray-i' ^jA\j V Vj altered mental status-a jlj V Vj deficit 
...<^ evidence of injury Wa C-spine-i' 


.... /*&&* C-soine-U stabilization J**Aa 

1- Neck collar 

W hard uj^ ^ JVj <*La 0 ° 6 ^ jil I cjjjjj C 5 j*j 

Fingers-ftj ^ o-*^' j "length"^ jll l_u^ ^ 

suprasternal notch-M J' mandible-*' lM ^ \^ljL ^ <]UJI neck-*' 
o* <J^' cP' (jwj ^ 3 Cp 4 uW*-*' <ja j ^ j^*' jjc- c> *-£. j'j u- 3 finger ^ 

u^a jkll ^ ja.VI 4 ^aJ 1 o* 4 V^nu lj l>* neck-*' d^' collar-*' 


2- Sand bags or foam bags 

j! (jLdjJii (j po cJ^ «^l 

.lH ^3 


5- 7a/? 

j^n« (_>ul jil jj jLic. forehead-*' <^c- cd j*' c “ ©d <3*-^ aJ1 j 


j' d*-^ 



jiibA <jLa l$il injury j* C5^ WAS* -a stable ^ c-spine-*' u' ^ I 6 ^j 

jalc. C-spine X-ray J^' ... t>^' *-** ^ u 1 ^' al ^ 

.W& Cy^\ 
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2- BREA THING = B 

breathing-" -M®' secured, ensured airway o*^' U1 Jjl 

CjI jkk 3 _j breathing-" evaluation ventilation-" j 

1 - Look: 

chest rise with <^d.. V Vj a^uj£ cd"' ^ j chest-" od 

/?/?" <-* d'j ed ^ ^ u' d" jl ^'j respiration 

"S" Vj 10 l> (3' Vj 20 O* j^' Vj — d*-"' -a 20 -10 - ^ jA Ja od" 

JjlU aj j jUJI jut respiratory distress -a J* dd j^- 
C5 j*j Aiaiull -a 10 c> ud o^» ‘ 4iba^' -a 20 i> J&' Tachypnead 
juilb o^d?' ^ ajI ^d' utLojA d oij Bradypnea 
chest movement with respiration od ed © cd od ud ddj‘ 
ajs ISjL*, Uia ^ ^ j central cyanosis-^ ud dd* <. d color^ <-* d dd j 

Ji aIUJ] management cd ' j <»JVj d j" o' Jd 

.d dadd Md multiorgan damage 

2 - Listen: 


c> d'^ 'd'j *-*. d' (jb^c. breath sounds-^ LS ^ 

cux^ ji d 4 ^ a^u odj -a uss -* ci j noisy breathing d Jj 

d^? !ja ^ d"' <*-* o' dd chest-" -a ^ -a jJ cd air escaping ^ 

(Jju^aj aU (j' C5^J V' a jj^v\ A -si aUx* aU3 Cujju^a (J-alt j £-^puj 

At ^u lJ j^il f jV d Pneumothorax d & j pleural cavity-" 

Ojbl o^ bilateral d^'j breath sounds -" stethoscoped dd ddd 

^ uJa cV Vj aU^^.^a (_Ja 1 ^ (_$«^' -3 4 K*w«a O^bt ^jJaxJU Qj'i^ ail 

airway obstruction-^ jl ^ o^ d' ^jd' Intensity-^' jl 

ud'j Pneumothorax-^' J j -Cuij air entry -"j diminishedda^A 

^l-sjA aua A Kb<Q l^ua ^-La A^. _3 j] O^bt V Vj eC|Ual cld^' ^ j Aujlull A^aJlu 

..aL jd 1 cd ci^ breath sounds-" 

3 - Feel: 

J lj$jl <Zj*. od' mouthd nose-J' ^ o^ JjV' 

. >L pi% Aji jui^Uj ajuo^Aa Ij^si ^ >ua u^ii ud" 0$ expiration -ii 
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^ 4*^ P*-i crepitus J jl cj jLk. jU*Ji chest (j±P cP^ l>^' j 
injuriesj jP d^k uP* ^ j jj^ rib -a ^ P^ ^ ^ jkL 
flail segment -a J o^' cP^ iA P\ <* jv Ji' structures-^ 

u^fM' <> Ijjx^l l$ja 3 ribs es-^ t* chest-" c> ^ p cl a^j 

<tg <Qtjol 4 -\1 ^ i l^jV j floating<^i« j 

6 J^ c**^' u^l u' P*^t paradoxical movement 

flail -" k" expiration-" -a j inspiration-" -a 
f j^a © breathing-" j±a Jlilbj <>£* i' <o segment 
. breathing-^' c^ 5 " lwj£ chest-" £* ^ j 
equal on both cP breath sounds-" u' l" P cP $ j 
[&& p\\ cl :u^l jLk chest-^ percussion lU^I cP^ sides 
Cp^jiiA a^j © ( A-flalj ^Jk"j u4*-" P ^ “'- u ^ cs-"' C-XR- J' L> £ jk ^ tUj^aj 

(g) Ji/pi iia. fatal M 3 ls->j tension Pneumothorax-" jl lsj' 

jU£ j...cuLJI A^aJl jo hyper-resonant ls^ <&kll P* c^' 4J ' 

...cuUl' A^aJl c^U c^ pushed p*j central lP trachea-" P^ 
pulse oximetry-l ^ j Vi jus c^ <^u j Chest-XR -" u 1 ^ ^ 

Oxygen -1' (Jw^A 3 ^j' Ia jlk .1 ^>»>11 p jj-> > jV' c. jjuoj jAu ^ j 

Arterial -Si lP^ u^j... % 98 c> V c>ajjk" P^ saturation 
.. ventilation-" j Oxyge nation-" jtk" P cP k Blood Gases "ABG" 




FIGURE 6-6 Pathophysiology of flail chest showing paradoxical motion 


Apprehension, 

agitation 

Increasing cyanosis, 
air hunger 
(ventilation severely 
impaired) 



Distended neck veins 



Possible 

subcutaneous 

emphysema 


Tracheal displacement 
toward uninjured side 


Hyperresonant 
percussion note; 
breath sounds I 
or absent ▼ 


Shock: skin 
cold, clammy 


FIGURE 6-15 Physical findings of tension pneumothorax. 
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management-^ 

(Jilin bl <LjsIa yjL^at ^JMdli (Jjh&A j! (Jj^jS (JM * a <C-lll (jjtdUfl jbadl d Ijil jl 


rescue -S' Rescuer-^ J' u^^j' ji rescue breathing 

bag-to-mask j' mouth-to-mask j' mouth-to-mouth breath 

j' mask-" i> 100% oxygen 'jj* AJa&U jj^Sjl U** jl LJ 
ja j cjpUaYl ^ JjaiVlji bag-valve mask "AMBU bag"-" j' nasal cannula-" 
jb*]| jl I j] ..Endotracheal tube-" ^ j definitive airway-" 
j] J ijVl ^ pleural space-" J J" Ij^SI aL^i <k. l Pneumothorax 

cannula ^'AkiuL needle decompression-ll 'jj* Jc. tension ptx. 
Jl j^l ^ Ai^JI 5 th |CS MAL -" J jl 2 nd ICS MCL-" J l^l j needle j' 
© mmL s* 4JU 11 definitive treatment-" chest tube "intercostals tube" 



FIGURE 7-6 Determine the patient has 
a tension pneumothorax and marik the 
site for needle decompression using the 
anterior approach. Note the distended 
neck veins. {Courtesy of Louis 8. Mallory, 
MBA, REMJ-P) 


FIGURE 7*7 Insert the catheter at a 90-degree angle over the superior border of the second or 
third rib. (Courtesy of Louis B. Mallory, MBA, REMT-P) 



as the pressure is relieved. Secure the 
catheter with tape. (Courtesy of Louis B. 
Mallory, MBA, REMT-P) 
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3- CIRCULATION C 

? > ^ breathing- 1 ' j airway- 1 ' Lul Uj 02 - 1 ' u' -* ^ 

Vj vital organs-U blood- 1 ' circulatory system- 1 ' u' o^' 

evaluation of the circulatory status lW' ? jV juibj 
ARRESTED or NOT ? ^ V Vj JU^ heart-1' J* u-WM - <^1 J 

guidelines -a ?? V Vj Cardiac arrest-* c^' u4*-l' Ja ^ 
© ABODE Cy Vaj CABDE approach-1' jL^ resuscitation-H 
ff y y? cardiac arrest-ij* J* 4jt?LdLiA 

medial -1' neck-1' -i Carotid pulse-1' j 

- thyroid cartilage- 1 ' ^4? lateral border- 1 ' j sternomastoid- 1 ' ^4? border 
1 0 cf V J q\S* (j\ ^central pulse femoral j' carotid 

? pulse -4 J* ^j^'j ..u'jj 

CPR ta' 'jja arrested ^ carotid pulseo^ 1 ^ J** ls^ absent jl 
-later-c^ cardiac arrest- 1 ' manage'j Jc. 

^ circulatory status- 1 ' C >LI C 5 Lj j pulse jl 1 ^' 

-a 6 ^.' j green 4^ 2 large bore cannuiae j' J4j <u 4 *l' 

jl..u^' j' <j' J j' arm l4 C 5 * anticubital fossa 

-a a ^j Intra Osseous line "IO iine"-^ j*j V' JII ^ Jlti line iv 
^ jl«j 4 j' j.. tibial tubrosity -1' tibia-a ja j &*\ j long bones-1' 

jLki subclavian - 1 ' j' internal jugular- 1 ' ^ C 5 j*j central vein-* line 
^ u^j u 4 * 1 ' drugs cs' j' blood j' fluids u 4 *^ cr^' 

Jc. ^ ^ j ^Uiau# Ul Jll lab. Investigations -1' j J4^1' lW^' 

ABG j blood grouping, cross matching j "Hb. ,Hct."CBC j^aJ' V Jliall 
..RBS "random blood sugar’j s. Creatininej electrolytesj 
di'^iaiJ' ^ ^ IajI jjjAl^j qi £. jia 2 IV lines JaV' -c- 41-*-* csr4 

C j! 4jjb* o > jjISj cdbuc ^JatJ t6QI71-9 c^Vi 1 <*—& J ^ySJ! LxjJaj 

j 

'■^' source of bleeding ci' cs^'^' jl ...(© 

^Jai U manual pressure Cf* ^ bleeding^ control bstopi 

^ cijjjl' jlLa fjc. hand -14 dressings 
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c 3 leg-N ^ j' bleeding cU^ j foot-J' ^ ^ ^ //mb elevation lU^' jl 

^ CJ ^ jj compression proximolly j' jjl* ^ 

j' manual pressured ^ j' j *-* j bleeding j c> leg-M 

jc, JLa ^UlLj |eg-Jl csk- C 5 ^' ^ < 3 1 (jl^. . elevation-^' 
yC* JaiuJall A^Ijj CUff—^ b>ly^yA ^jjLg jl tourniquet-^ 
A'nI's (Jlii cuff-^ -laxjja]l ^ijlj thigh-^l 

Dicynone(HXi' j CyclokapronCBXJ' lsj haemostatic 
??? 9 yj Shock-* J* J j <J* 

hemorrhagic shock trauma-N ch^ -a shocM u' -* <* jVj 

symptoms -M a-^ j trauma jl ^ ...^ 

uj^ source of bleeding ^ jj^ J ^ shocks signs j 

jUibj external V jinternal jt£ hemorrhagic 

c> ^ jj->' f ji c^' internal jl ^ external ‘-kjjj jl 

4 Cf- £ J^> <_£* ^ <^1 4^3 UJ^i C5^' LS* “^ c ' jj^ cP' (JO^ 3 
retroperitoneal -Mj peritoneal cavity -l'j Thoracic cavity-^ c^' 
retroperitoneal hematoma pelvic bone Fx.-a ^ ^ j space 
long bone Fxk' J subcutaneous tissue-i'j muscle-^' j* Jl jllj 
trauma-^ -a jl Sonar "US"-N i 3 *j^ c> J ^1 -a jl ^ ^ j^U 

Focused Assessment with -M "AST examination- ^ 5 ^“% 

(j£^i ^ n» ^ qSLoV sonar Sonography for Trauma patient 

jx^\ f j] jl CT-Scan lW^ j' internal hge. ji blood-M 

retroperitoneal hematoma - 5 ' u 1 ^ pelvic injuries -J' -a 
...>detect-j J** 

hemorrhagic until proved trauma-^' -a jJ shock- 5 ' u' ^ 

◄— ^ shock V Jk// otherwise 

ijlwJI J Jl shocM 4 ^^? signsk' U^c. 

jUS j tochycordio HR >100 bpm^^ 

^jV hypotension u^j tachypnea 
Hgic-1! (Jjjjj (_jj±a JajLxJaJI (jV tiitj 

(§) ^Loj (_>) % 30 LJ yi shock 


Caus«i of Shodi (SHOCKE): 

S • Spry/neurogenic. Septic 
H • Hemortagic 

0 • Obstructive iftfl. tenaon pneumothorax, 

cardiac tamoonade, pu-mooary 
embolism) 

C • Cardiogenic (e g. blunt myocardial injury, 
drrbyttwma Ml) 

K • anaphytacbK 

1 • Endocrine (eg Addison's. myxedema\ 

coma) 
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Adult Cardiac Arrest Algorithm— 2015 Update 


CPR Quality 


1 



• Push hard (at least 2 inches 
[5 cm]) and fast (100-120/min) 
and allow complete chest recoil. 

• Minimize interruptions in 
compressions. 

• Avoid excessive ventilation. 

• Rotate compressor every 

2 minutes, or sooner if fatigued. 

• If no advanced airway, 

30:2 compression-ventilation 
ratio. 

• Quantitative waveform 
capnography 

- If Petco 2 <10 mm Hg, attempt 
to improve CPR quality. 

• Intra-arterial pressure 

- If relaxation phase (dia- 
stolic) pressure <20 mm Hg, 
attempt to improve CPR 
quality. 


Shock Energy for Defibrillation 


• Biphasic: Manufacturer 
recommendation (eg, initial 
dose of 120-200 J); if unknown, 
use maximum available. 

Second and subsequent doses 
should be equivalent, and higher 
doses may be considered. 

• Monophasic: 360 J 


Drug Therapy 


• Epinephrine IV/IO dose: 

1 mg every 3-5 minutes 

• Amiodarone IV/IO dose: First 
dose: 300 mg bolus. Second 
dose: 150 mg. 


Advanced Airway 


• Endotracheal intubation or 
supraglottic advanced airway 

• Waveform capnography or 
capnometry to confirm and 
monitor ET tube placement 

• Once advanced airway in place, 
give 1 breath every 6 seconds 
(10 breaths/min) with continuous 
chest compressions 


Return of Spontaneous 
Circulation (ROSC) 


• Pulse and blood pressure 

• Abrupt sustained increase in 
Petco 2 (typically >40 mm Hg) 

• Spontaneous arterial pressure 
waves with intra-arterial 
monitoring 


Reversible Causes 


• Hypovolemia 

• Hypoxia 

• Hydrogen ion (acidosis) 

• Hypo-/hyperkalemia 

• Hypothermia 

• Tension pneumothorax 

• Tamponade, cardiac 

• Toxins 

• Thrombosis, pulmonary 

• Thrombosis, coronary 


Management of cardiac arrest 
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** <judl Vj shock-3 (jL*JI J cp^ ajjujLujI sign-£ k*jja]l ^^Ic. jujc.1 V 

cfe ^ j J' JL# k»^ )jshock-3 <3=^ ^*i jj£j j jUxJI (jV a^» AkJI 

u^jLxll ^xu'N _3 ^ill ^»3l ^ <j a % 30 cs^-9^ <— flj^ill ^ -nju ^»3l (j)3s (_)j^ajJ Lft] 

Classes of Hemorrhage 



Class 1 

Class II 

Class 111 

Class IV 

BP 

Normal 

Normal 

Decreased 

Decreased 

HR 

<100 

loo- no 

120-140 

>140 

Volume blood loss 

<750 mL 

750-1500 mL 

1500-2000 mL 

>2000 mL 

Percent blood loss 

<15% 

1 5-30% 

30-40% 

>40% 


^ t> finger <j\ <J& LI jl J3* capillary ref il ling-11 u' 

^ Aik!*!! blanching c^'j^ 5 ^ a3c. ki^aj &.£ distal phalanx 31 

(Jjjul L_uk tu^3l \ » l;jl ^ <^31 djljjxjudll CI1I93 Uli Adic. t“'U* L >. Ul LL (jLuiC- ClliJaJjl 
_3 AjI ^gjt-nkll ??AjI 3 3^-i. -3 ^) < q*s < q]' ^gjcnkll l^j^U <_£.} Aiiki3l 6^ kxjJall 

jjkjlj qa J jkk 4 j 3!)U shocM jbc. J L3 dj^j lk> seconds 2 J^Lk 

lM compensatory a^U reduced peripheral perfusion ^ J3^ <oj 
aj Cjj^ j <> j* Jl* altered mental status <jL*il ^Vl c£** 

reduced cerebral cP 3 ^ J3* brain-^ ^lj Jll ^31 j! J& Jjh confusedcP*^ 
CVP-II uW*3 CVP line jl ® © * aKL^ ^ j perfusion 

JJS 

m m m 

Major Types of Shock 

Hypovolemic Cardiogenic Distributive Obstructive 

- Hemorrhage (External and Internal} - Myocardial Ischemia - Septic * Cardiac tamponade 

■Severe burns ■ Arrhythmias -Anaphylactic -Tension pneumothorax 

- Congestive Heart Failure * Neurogenic - Pulmonary embolism 

■ Cardiomyopathies {Spinal cord injury) - Aortic stenosis 
- Cardiac valve problems * Constrictive pericarditis 

Management-^^d 

2 liters of normal saline as c3^' 3 ^ 2 IV lines LU* L*.l LI LIS JjVI 
around 90 ojfe systolic BP-3' c^' cP' t^^goaP uj^jj rapid as possible 
j' HAESTriK 03' j* 311 stare h3l csj colloid3l a^.U j\ mmHg 

... j3£ bleeding^ jl a!u^ 3I jkj <> ftBCS j' blood a] JSil jL** j Voluveni ©31 
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.. dopamine -" csj vasopressor I J 

d**j surgical intervention -aj^j ^ stable (JjLg AjoJ J 6 -^ 

..U jlLa J internal hge.-a jJ <-« exploration ^ 

4 - DISABILITY = D 

^ neurological function-devaluation u j 

0° brain -SI uj^* -SSI injury-" uW*-" ^ j J j^' 

3 components -S score cf * jW^ <>a j Glasgow Coma Scale "GCS"-d GtJ* 
c^l^jSI score-" ^^L?j 3-SI j^Vl fjc. component 

.. J^ 3 ^ C 5 ^' injury-SW ® j CNS-S' up 6 J* ^ 




Motor r esponse (M) 


Extensor 

response 


Abnormal flexor 
response =3 


Withdraws=4 


Nil (no response) =1 


M 

Obeys 

Localized . 
Withdraws . 

Abnormal 

flexion 

Extensor 
response . . . 

Nil 


Verbal response (V) 



■<QotT\ 

Oriented=5 


Yesterday 

Mother 

y 

Inappropriate 
Confused words=3 

conversation =4 


Scream , 
groan , 
moan 

Incomprehensible 

sound=2 


Oriented .V 



Confused 
conversation . 

Inappropriate 
words 


No response 

X - 


Nil =1 


Incomprehensible 
sounds 

Nil 


4 

3 

2 

1 


6 

5 

4 

3 

2 

1 

5 

4 

3 

2 

1 


Coma score (E+M+V)=3 to 15 


Glasgow Coma Scale. 

£-« 3-1' c^I (Jwj^ 3 Cf uW*-" score-" <— GCS-" ^ 

motor response-" j ^ verbal response-" j ^ eye opening-1' 


1 + 1+1 j*score d*!j 15 cF*j 6 + 5+4 j* score c^liS ^ 

© dead person jl 0 « score 3 
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c> <*-Pa GCSP' j*... JPl£ brainP' if* * jSa ^.1 j^b scored ^PP *-* 

jt i> JSI j*j moderate &b** ^ 12 P 9 t> j*j mild injury J' 15P 13 

Endotracheal tube <S£ j4 ^ jtj' ^ jVj sever injury *b*^ 8 <j Si 

airway uSj reflexesP' -a <=^ 4 ? j-%a brainP' u ' 6:1 
JJLa jLic. 10 c> GCS -I! ETT u4P' j*j obstruction 
... 9+T « ^ 9 <^a ^ j*j T c_i&! j verbal-^' 

disturbed LOO^ u*^ c£* 4a jP' <OV ** RBS-t! ^ 4*jPW jb 
Acute confusional stated' j$P' c> hypoglycemia-^ 
e pupilPb © brainP' 4 obu mirrorP' jP*oj CP pupiP !*& ^ 
aA Cip jJ JlPUj Regular Rounded Reactive Equal Central "RRREC"uA 
i> Z?r^//? imaging lWP Jb brainP' -& jPP Jo ^ jV <U£Pu> J 

„*j' Pal! CjVUJ CT-i' jA J* j MR|P' j' CP 

^jp' deficit J -a j* J'j sensorydlj motor-U assessment S\ 

mm aaiu» j 4 £.Uj leveP 

projectile Pi l$J signs of increased intracranial tension ^ j* ^p>J'j 

cS ^ CP seizuresP'j disturbed LOCP'j bursting headacheP'j vomiting 
j' brain tumor ^ ci j SOL j' 4 ol Jb intracranial hge. ^ Jo Jjb jjj 
..mP' Pr' £/#/>? imaging S\ ? jV Jblbj abscess 

5 - EXPOSURE = E 

pip* ji injury p^ 50 -P' head to toe examination Pa 
..u4*P complete undressing S* bjb <o j JjJj <> area J -a L* 

warm iv fluids Jaol j blanket-? Jaol jb care to avoid hypothermiaS* 
S S oS cS j skin rashes^^Pj JS exposure iS LP jUS cSj 

privacy of I patient-*' maintain' ? JV exposure-*' £* bp» anaphylaxis 

uPS RESUSCITATIONP' ABCDEPb primary surveyP' dS WL 
assess-ij life threatening conditions-*' treats j ABCP' restore' J LwjP c> 
Oxygen P'j BP-P cwJ monitoring oM^ *4^ 15 P 5 l*S vital signsP' 
aJUJL <^»U. investigations J J j*j ECG j saturation 
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JljU jl uV Vj haemodynamically stable j* patient-" j 

.. OR — " definitive management-" ^ unstable 

SECONDARY SURVEY-" VI 3-" Jv stable jlj 

t> complete examination cWU SECONDARY SURVEY-M^ 

area J Sj system Toe-U Head-" 


ITLS SECONDARY SURVEY 

I 

INITIAL ASSESSMENT 

I 

GENERAL IMPRESSION 

Does the patient appear better, worse, or unchanged? 

I 

LOC 

A-V/P-U 

I 

AIRWAY 

(WITH C-SPINE CONTROL) 

Snoring, Gurgling, Stridor, etc; Silence 

I 

BREATHING 

Present? Rate, Depth, Effort 

I 

RADIAL PULSE - CAROTID if no radial 
Present? Rate, Rhythm, Quality 
Skin Color, Temperature, Moisture; Capillary Refill 

I 

BLEEDING STILL CONTROLLED? 


DETAILED EXAM 
PATIENT HISTORY 

Complete S.A.M.P.L.E. History if not already done 

I 

VITAL SIGNS 

Measured Pulse, Respiratory Rate, Blood Pressure 
Consider Pulse Oximeter, Cardiac Monitor, CO2 Monitor, Blood Sugar, Temperature, prn 

I 

GLASCOW COMA SCALE 

(Eyes, Voice, Movement); Emotional State 

J 

Examine Head 

DCAP-BLS, TIC 

(Pupils, Battles Sign, Raccoon Eyes, Drainage from ears or nose 

J 

Examine Neck 

DCAP-BLS, TIC Neck Vein Distention? Tracheal Deviation? 

I 

Examine CHEST 

Asymmetry, Paradoxical motion, DCAP-BLS, TIC 

I 

BREATH SOUNDS 

Present? Equal? (If unequal: Percussion) Abnormal Breath Sounds? 

Heart Tones 

I 

Examine ABDOMEN 

Contusions, Penetration/evisceration; Tenderness, Rigidity, Distention 

I 

Examine PELVIS 

DCAP-BLS, TIC 

I 

Examine LOWER/UPPER EXTREMITIES 

DCAP-BLS, TIC, Distal PMS 

I 

POSTERIOR 

Examine only if not done in Primary Survey 

DCAP-BLS, TIC 
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Check the victim for a response. 



Shout for help. 



Head tilt and chin lift 



Look, listen and feel for normal breathing. 



Place the heel of one hand in the centre of the victim’s chest 



Place the heel of your other hand on top of the first hand. 



Blow steadily into his mouth whilst watching for his chest to rise. 


Take your mouth away from the victim and watch for his chest to fall as 
air comes out 


THE 

CPR in 

CARDIAC 

ARREST 

"LIFE SUPPORT" 
Simplified 


"Arabic edition" 



Notes for medical students 


Edited by 

Mohamed A. Gabr 

Cardiothoracic Surgery Resident 
Mansoura University Hospital 
Mansoura Faculty of Medicine 

2016 
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a \ i >»<-- ijj ?? arrest Aj' A*^ 

© died <!L^!' <j' arrested <!^ ^ <A*^ lA* 


COP AA* ^^jxj A' "^Ja" Aiak j :& uilili <ul cardiac arrest -!' Ab 

abrupt cessation of the cardiac PUMPING action 
rhythm-A? A! j...A^ rhythm <! <ojj A^A? arrested A L* <^' HEARTS j 
i.e cannot generate ‘ non perfusing rhythm A' A^ jA A*!' 
Brain-!' f^'j Vital Organs-!! COP AAA“forward blood flow 

<^3 Myocardium-!' j 

shockable & non shockable jA A — rhythm-!' A cA sA 3 
DC shock fVVn » m A* A A*^ i non shockable rhythms-!' : t* ^ 
ventricular standstill cfe j' NO SYSTOLE o* : ASYSTOLE-!' - 1 
A^ LpUJ' J' A depolarization lAA* ^ j AA' L^ A*^ 

ventricular contraction lAA <j| Aai ij COP A-Aj contraction 
A*!' JjV' -» A*^ primary event in cardiac arrest uA^ lA* a ^ asystole-!'j 
A A!' b' A^' -* rhythm ^ lA^ j' ci^ rhythm-!^ arrested 


Electro- cs^* 1 a ^ <A lA j' Pulseless Electrical Activity : PEA-!' -2 
pulse oA* Ab A*!' A activity j WjA A A*^ Mechanical Dissociation 

HEART-!' _* j COP lAA A*^ 

DC shock f- vsWn (A A*^ : shockable rhythms-!' :^A A 115 
^aJajj A-!' SAN—!! c5*^j a-^S uj A u [ 'j ^Aja AjA cA A 6 *' Lj^S c . ToU 

perfusing AA rhythm-!' <!^ 
ventricle-!' cA*^ V-Tach... pulseless Ventricular Tachycardia : -!' -3 

L_iikll _c. A!' Aj AA' A 150 (A A^' '-A- A^ rate-j JL*^ A^J AA' 

COP £ A^j refill-^ diastole-^ AA* A (jLudC* 

fibrillatingA A 3 !' L^ A*^ V-Fib... Ventricular Fibrillation : VF-!' -4 
COP lAAj effective contractionscAA u-^^Lkj twitches 
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V-Tach 



V-Fib 


PEA 



ASYSTOLE 
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- Ulate cardiac arrest A ^ ^£a a Jl\ lJ+M\ Jsu Ai' 

most-*' <-* A A' arrested aIU £* lUA? Ul j A*$y Aj-.-A^ l_>LA A 
djj^. £iJ JjUl ^Irreversible causes-*' A* A*^? j' treatable causes 
Cardiac arrest-** PREVENTION <A' A^*4 j A' *-« J A^ bl^Vi 
4A jj£| A| A*-^ A organized Ah j ^ causes-*' AA bd A?]' A -a j 

RESUSCITATION-4 U ' U *U$' 4^' j 
(JJJO C_lLljalVl 1 ERC-*' j AH/4*' U:u*i 

T-*' 5 A^Uilj H-*' tijs* 5 ^jVI 

A* missed a^U j ?* A^* A u*r 

« 5 H :^jVI 

a*U> A cS-T uA A ajI c5j' Ay : HYPOXIA -1 
A4 ^kl A' respiratory failure Aj hypoxic as! A* U'j AW* uA j' critical 
A deterioration A detect u*r ABG-4 <*jU' j a&Uj oxygenation-*' c> 
(_a j Oxygen-" aLjI j * . ^Jlc. ' j ^Xa a rrest-^° tj^ AlaJl jjsl j a^Uj Pa02-" 

y Vj MV 


Reversible Causes 


• Hypovolemia 

• Hypoxia 

• Hydrogen ion (acidosis) 

• Hypo-/hyperkalemia 

• Hypothermia 

• Tension pneumothorax 

• Tamponade, cardiac 

• Toxins 

• Thrombosis, pulmonary 

• Thrombosis, coronary 


(j AT Ja circulating blood volume-*' ajI j; HYPOVOLEMIA -2 

CjVU A r hemorrhage-*' cjVU A A^ij blood-*' u'^ 

Ail a^U^ A Ay shock-*' a^j& j trauma u4^ 4£* j* as' TRAUMA-*' 

hemorrhagic shock until proved otherwise A shock-*' 
internal j' £ A A external uj4 cA* -*' ^ Hge-*' A jA A*' j 
4A chest-*' A uj4 A^j US pelvis-*' j' abdomen-*' A uA 
j CT A*j retroperitoneal Ajj CT A A^ j trial aspiration j CXR 
arrest-*' u*r intervention Aj j a& j CT lA intracranial 
burn-*' cjVU A *-^ plasma loss A^nj ^ hypovolemia-*' A^ j' 
sever vomiting ,diarrheaA^iij dehydration-*' A *r fluid A A 13 j' 
capillary-*' ^'j j sever vasodilatation Aj anaphylaxis a*U j\ 
Ac- A‘^*‘^ j* cardiovascular collapse-* j permeability 
A»^ j arrhythmia u4° j* COP cjA j sever HF u4° j' 

arrest rhythm A ^Lk^j IA deterioration 
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ACIDOSIS— S' : HYDROGEN ions-3 

respiratory J j COPD-" j asthma-" CjVU (j j Respiratory - 
jSj 4jc>Uj response-" <-0*2" ABG-j ^blj qi> * m5 jL ac. jjou <i=JI ^ J^a failure 

Mech. Vent.-" jj 

Lactic-" j Uremia-"j DKA-a Ketoacidosis-" ^ j Metabolic - j' 

CjVUJI c> Jl? f j^... Salycilate poisoning-" j acidosis 


Ja excretion-" 5.5 meq/L 6* J^' K-" lS : HYPERKALEMIA-4 

* J cells-" ' (> ^ Jl trans-cellular shift j' ARF, CRF-" J 

J Jl cellular damage-" j convulsions-" j acidosis-" cjVU <_$ j 

-" toxicity-" j cancer chemotherapy j crush injuries j haemolysis-" 
life ajLJj J JJU_« jl K-sparing diuretics -" i> 

J jb diuretics ls-" j cjVUJI Jl? ^.1 Jb? ... threatening arrhythmia 

lWj Farcolin-S' cij Beta agonist-" j Insulin— SC b^H" 
haemodialysis-" W"' u^j Calcium-Sb cardiac membrane-" stabilization 


t> jl Diarhea -" J GIT-S' t> K-" loss : HYPOKALEMIA jt 
oVU J trans-cellular shift j' RTA j' diuretics renal loss 

insulin-S' blj DKA-S' ^UjI jl l£UJI IjJ *jj alkalosis-S' 




!! 35 <> J5I core temp.-ll : HYPOTHERMIA -5 

liAj ... ■■■ (Jlijoj (jLiC* 

© J* ARREST-^j V-Fib-a rewarming 


<< 5T : AoiUit a " 

PE pulmonary j' Ml J*j coronary *'j-> : THROMBOSIS -1 

j shock J jbk. thrombolytic therapy j ^ JV 

fatal shock j life-threatening arrhythmia 
J blood J*j cardiac tamponade: TAMPONADE-2 
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diastole-U impedance j compression lU^ j pericardial space-i' 

6J1 j 4 ^ jUic. JL refill-^ u^c. diastole—^ *-* 
postoperative j' J bullet j' stab jU c. traumatic 

J uj^ f JV ^ j uremic ch^ j' coagulopathy j'.. ^ 

j congested neck veins BECK'S TRIAD jJj J^- suspicion 
JjIj Jc. ECHO cW' ^ low blood pressure j muffled heart sounds 
even j' pericardiocentesis cW' 4*^1 V Vj tamponading Ja 
pericardial window j' decompression pericardiotomy d**jj d>UL*JI a!±i\ 


pleural spaced air -i ajA : TENSION PNEUMOTHORAX -3 
intrathoracic -J' * jj ^ J^&jj J j ' <J*Aj valve mechanism-? 
great kinking j mediastinal shiftj lung collapse lU*jj pressure 
lU^' ^ JV Jjj Uaj Obstructive shock COP lAj^j VR-M cfej vessles 

intercostal chest tubej 2 nd ICS— J needles 'jj* decompression 



Collapsed lung 
Pneumothorax 


Tension Pneumothorax. 

A tension pneumothorax develops when 
a "one-way valve" air leak occurs from 
the lung or through the chest wall. Air is 
forced into the pleural space, eventually 
completely collapsing the affected lung. 

I 


j' TCA j' CCBs j' BBs-1' <j j drugs-J CjVU J ; TOXIN-4 

history fjV Jjj opiods j' bite j' acetaminophen j' aspirin 

toxin-U antidote-^ screen lU^j 


aj^U jLc. blunt cardiac injury <^3 Jail direct trauma-1' j : TRAUMA-5 


cardiac concussion j' commotion cordis j' cardiac contusion 


hge trauma J j' ... V-Tach 
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j Ig^aJlc.! <— IaUsjc. arrest lWj 4 _^!!' l_jLjuoY' 

.... ill jj>b ^ CARDIAC ARREST ^ 

j' LIFE SUPPORT-!' ufc jl ... arrested aJU ^Ibu jl Ju ^ 

CARDIOPULMONARY RESUS. ..CPR L$yJ\ ^ lh^V! RSUSCITATIOIVM 

CPR-!' 

Life -!' actions-!' ^ CardioPulmonary Resuscitation-!' 

^ ^aj ^jl ^1 life support-^ arrest-!' <!L^ ^ saving 

Restoration Of Spontaneous Circulation ROSC 
a series of life saving actions that improve the chance of survival 
BLS cs^3j Basic j* c> following cardiac arrest 

Advanced Life ALS cr^j Advanced j Basic Life Support 

Support 

CjI ^ Ujx^. coordinated j integrated ^ f JV ^ actions-!' 
cilij CjL*jI studies-S'j Chain Of Survival © "*^1 Jjh" Ia^ajuoj 

50% survival^' j* arrest-^' jJ 

AHA ECC Adult Chain of Survival 

The links in the new AHA ECC Adult 
Chain of Survival are as follows: 

1 . Immediate recognition of cardiac 
arrest and activation of the 
emergency response system 

2. Early CPR with an emphasis on 
chest compressions 

3. Rapid defibrillation 

4. Effective advanced life support 

5. Integrated post-cardiac arrest care 



JtillS Jj:ij interrelated 5 links i> Chain of Survival-!' 

" 4-c. _W arrest-!' j <-* j*j!' cs^ : early RECOGNITION- 1 

....tPW ^ j^Warrested -!' 

... jUSj Pulsless u^' PULSE-!' u, 1J4 y * 
gentle shaking lU=-' j c^' c^' check for responsiveness-!* 

... unresponsive ^ ^ * j J ** - are you alright ? chjjS ^'... 
j' no breathing <j-a^ uW*!' breathing., u^i ^j^ij* 

32 


^ gasping abnormal breathing c ^" 3 pattern 
lU^' U?' f jV arrest-" recognition j arrested -* jja 

^^JLu HELP ft^C-Lowi L—lilal ^jl A cJjij RES US 
£_ jLill ^ Ua .1 jJ 0^0*1' jiiiSI actions"" ^ jL jaL ^ ^ jjSj jLic. 

(J-ojtjj l'/s\i L_ilaH ^2 jl (^) 123 LiAic. \ » EMS 4 jL*juj V I <■ . ^L»*' 

ER physicians"' j' resus team-" activation 
CHEST "' cS*WI c> VaI j CPR actions-" 'jj* ; early CPR-2 
chest-" studies-" ^ cardiac massage "' j* Jl\ COMPRESSIONS 

lJU^I aj!^ jl l j* .AaJ] survival-" ja ^ jjj? ^ jl compression 

jUio airway-" j rescue breathing -" chest compression-" ^ Uaj 

<""" heart-" t> ^ oxygenation ^ 02 

effective early CPR e ^ chain-" ^ Sh""' 6 3^"' compression-" 

adequate rescue breath 
shockable-" CjVU ^ indicated jJ : rapid DEFIBRILLATION-3 

DC -" j' Defibrillator-" f'Aki^b VF j VT csj rhythms 
j' EMS team-" J j ^ j a ls-%? ^ j : effective early ALS-4 
advanced airway -" l$ j advanced actions-? ? U^l 
ADRENALINE "' csj Resus. Drugs jaji* ^^Iuj j ET "' csj maneuvers 

advanced life -" ^ j rhythm-" Wj j^al monitor "L~> 
Restoration Of .. ROSC J^=^j «?"-? AkU Ujj support algorithm 

Vital organs-" COP-"' PUMP-? s"*" j?j Spontaneous Circulation 
(jUc. La Au | integrated POST CARDIAC ARREST CARE-5 

© quality of life -"improve j survival"' jj' ROSC-^J arrest"' 

-: ^gA goals—? lUUjU a^ <— iSjll ^ J 

CRITICAL CARE UNIT-* <Ub"1 * 
vital organs"' JkaUU JUlbj optimize I cardiopulmonary function * 
^ j reperfusion lU=-' ACS ^ jlj * 

J" lung injury"' 

JSULJI lJ j function"' optimize" J j "" j neurological status -J' «-* * 

goal directed critical care^? 
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^gjlj £-L q i aj! l-lluJI L-iyjjjb arrest cs-^ ii ^-^3 0^-°-° (jU*J' 4il ^jiLmLo * 


Jjaij a! jLe> ^ ajIaJI j BLS-*' Iaija 
successful ALS always depends on successful BLS 



Fig. 2.3. Check the victim for a response. 



Fig 2.4. Shout for help. 


£$ j dual A oUi ^ RECOGNITION ^ ajkk Jj' 

L_fl jl ^^JUdlLulA jl ^^)Ludil L_fl £.|jjuo collapsed u^jV' t 

^SjoLljaiA -3 (jliLa (^1 1 a! Luj j) j' cA 

arrest rhythm Aj monitor-^ AA A- j' 

ls* AuSul dA cA--- saftey-^ c> Al 

A C5* M jA' dA j' CjA' c 5* < ^'... ciA' 

^ic» J^u.1 ^ (jji Vi^i ji ^j-^iuuo ji 

SAFTEY-*' A»' f JV A ... A- 
c h e c k f o r — W Yj arrested lJj^I IjjI 
10 0° ^J* V <^u ^ C5 j*j ci j ^ responsiveness 

L_fljS ^Ic. (jLlxJl &L^- CS^ u' - ''*.. 1 ^ A (jLuaC. ^IjJ 

are you j shake shoulders gently ... ‘-^4? A'j uA 
responsive A A- £4 j' A - alright 

maintain his airway patents Aj -u^' J' - Aj A* 


j* C*j' ... l>A A chest rise A <_>A A4 uA j* BREATHING-II <-*j^I 
gasping ^ abnormal breathing j' not breathing j responsive A uA 

ARRESTED A pulse-*' A4 'j arrested A 
activation of lAj A* lAj A j A 3 ' SHOUT FOR HELP 

RESUS TEAM-*' A4 A^' -* J 1 ... A^' u ' J 1 123 U^\ the EMS 


A CAROTID-*' A central uAj PULSE-H 

-*' j thyroid cartilage -*' ox <A j^ 3 ^'A -*^' 
A FEMORAL j' ' Adeep -*ai^' j sternomastoid 
lk* A' *j' 'A studies -*' j Aj^ 10 c> Au 3 V 

I healthcare professionals-*' ' A j pulse-*' A 
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jUxil £ Cj Sj <^ 1 AlO c> JA 3 ' ' j^VAj j carotid pulse-" ^ 

not breathing or j unresponsive 4J ' ^ arrested JA ajI ' 

gasping 

;Ua ^gill u ^^UJ a:i J ! early effective CPR-" *jia! ^ 

chest compression * 

chest compression lW' ventilation rescue breathing * 

chest compressions-" j* ^aVI ajI ' j ajV CAB J' ABC ^ j 
Circulation Airway Breathing « CAB ^ uUL 3 jc. ajLc. CPR-" c*A 
highest priority and the initial action when starting CPR in the -" j* j 

adult victim of cardiac arrest 
... 4*1^ CP ' Technique of chest compression-^ 
AiiaLJI Jc. Jl* C5 j*j precordium-" cA* lA center of the chest :site-" 
center of the -" ^ ? JV cw 6 A*" cA" 

ajjA xiphoid-" cjj^ lower half of the sternum-J' chest 

Lai 

walP^ compression 
^ pressure-" JAj ITP-" 
heart-" squeeze 
25 — o* Af^i? COP 
jfi 4l£ c> 35% 

CJJ^ 40 J A 

cA' bra in-" j myocardium-" 
chest wall-" M j resus-" C5* cs^^' A 

<Aj VR ^ suction ' j * ? j*j recoihA^j 

<-"SSI j^*jj ajUJI <Jaxjjall © a^jj airway-" air-" suction 

.... '-^Aj COP 

CjUalmJ ^ jV jU*l] aAii^ j Auljj£ chest compressions j* jj 

ajV lJSU l*K ajill ajjj^ Jc. <_A firm surface ^ supine fA 

effective lA A j*" JA* A j* Jc. ^jU jl 

cA* j' dash board j' cAjA cA- ^ cA- fA u"A' J 
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P CPR lUA rescuer-^ c^P? ^ A 
c^ c PjP uW^' c^j u^j^' c^ kneeling 

ls-P ^ heeP' j uPP' standing ^ j 
ji lower half of the sternurrP' ^ dominant-^' 
4_kaJ j ajjUII AjVi £bj heeP' m^Pj internipple line-i' 
aA <*P j. ^ j V - ^x j £* interlocking u^jV' <*p j J jVI 

L Vl^ll j cheSt W3ll-^ L5^ a^luljua _C* ^111 

fully extended^jj^ elbow-^j chest-N center ^ ^ 

ci^> 0° JA cPjj c^j locked c r*-} 
hipjoint-J' jaa£j^J| j arm-U shoulder-^' 
PUSH HARD, PUSH FAST «j CPR cU^ 
5 cm walP' J JP ^b hard 

^ ioo o* rate^? lW' cA? fast 
recoil * ^ v chest ^ compression lU^I j Jai^l U1 j 

^ILIuiaII jSii rruptions < compression-P ^ ^ ? j^j 

L-fl^juoi 2)i!La ^ (jLudC* j ^jljJ J_0 ^ L5^i cJ^a^jA 

rescue breathing lU^I jl ... V Vj pulsed 
Jjbj 5 cycles lU*j eP*^ 2 min. l£ jPi compression lU**? A' rescuer-^' 

effective lA j fatigue 

: rescue breathing-P ja CPR-P <> 

cyc/e I^umI c^Jj 30 : 2 cP*j 30 compression J^2 breaths <j^ ^ 

compression : ventilation ratio » 30 : 2 cP*^ 
chest rise-P <-* ^ cP' j excessive lPP^ adequate tidal volume 
excessive cP^ l$j' P chest rise-*' J&- o-^' <. P*^ <j±P* ^ 

AjjjJu ijji Alila Ajjil p AjjjJo 

injury Cp^ forceful lA adequate force-? 

30 : 2 ^ ^ l$ j adequate rate-? 

maintain patent-^ Ua j patent ojP? cA' AIRWAY-^ jc. aj^a 

: c 5 ^ A' basic airway maneuvers —? airway 

ABCDE Jja c. IuKj U ^ j * head tilt-chin lift * jaw thrust 
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oropharyngeal airways" A basic airway adjunct ^Vu a i &&aaj 

^ patent A airway-" u' 

* mouth-to-mouth * mouth-to-mask * bog-to-mask by AMBU bag 
mouth-to-nose _ injury mouth-" jl 




A mouth-to-stoma j' 


tracheostomy 


2 rescue breaths^^fj 30 compression 
!! expiration-" j inspiration ^*4 rescue breath-" ^ 

C02 (j jA? expired "" A ' A' j' 21% <_ 9 jA? ^Uj J" 1 A 

jUxJl a^j 16% 02 

..V Vj ROSC ^ J* 5 cycles CPR 

10 if- Au 2 PULSED 

l wA (A ROSC "£* 0 " A* carotid pulse A 

5-6 rescue breathing aL-ij cAA A aJ recovery position-" A 

^ 10 C5 j*j ^IjS 

assess-^ j 5 cycles j <A A pulse AA*A 

d d3> ^ AED JW c 1 ^ J: rapid DEFIBRILLATION AIM djkaJI 
analysis <J**j j CPR "" j A Automated External Defibrillator 

^ cij CPR shockable A A shock-" shockable A rhythm-" 

advanced life support ' A'Aj aM" EMS-" j jl 

<A BLS-" ^ C5 Lj 
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BLS Healthcare Provider 

Adult Cardiac Arrest Algorithm— 2015 Update 



© 2015 American Heart Association 
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With your other hand, grasp the far leg just above the knee and pull it up. The recovery position completed. Keep the head tilted to keep the airway 

keeping the foot on the ground. open. Keep the face downward to allow fluids to go out 




Without oxygen, brain cells begin to 
die in 4 to 6 minutes. 


0 minute: Breathing stops. Heart will soon 
stop beating. Clinical death. 

4-6 minutes: Brain damage possible. 

6-10 minutes: Brain damage likely. 


10+ minutes: Irreversible brain damage 
certain. Biological death. 


Automated External Defibrillation Algorithm 


r 


> 


Unresponsive 0 


— 


J 


f 


^ Call for Help 


s 

Open airway 

a 


No< breathing normally 


v 


-J 



Continue until the victim starts 
to wake up to move, open 
eyes and to breathe normally 


Fig. 2.18. Algorithm for use of an automated external defibrillator. © 2010 ERC 



Fig. 2^1. When the shock button is pressed, make sure that nobody touches 
victim. ©2010 ERC 




Fig. 2.19. Attaching the electrode pads. Place the first electrode pad in the mid- 
axillary line just below the armpit. Place the second electrode just below the right 
collarbone (clavicle). © 2010 ERC 


Fig. 2.20. While the AED analyses the heart rhythm, nobody should touch the victim. 



Fig. 2^2. After the shock the AED will prompt you to start CPR. Do not wait-start 
CPR immediately and alternate 30 chest compressions with 2 rescue breaths. © 2010 
ERC 













Basic Life Support & 

Automated External Defibrillation 



Check response 


Shake gently 

Ask loudly: 'Are you all right?" 



If not responsive 


Open airway & check for breathing 


If not breathing normally 
or not breathing 



Call 1 1 2, find & bring an AED 


Start CPR immediately 


Place your hands in the centre of the chest 
Deliver 30 chest compressions: 

• Press firmly at least 5 cm deep 
at a rate of at least 1 00/m in 

• Seal your lips around the mouth 

« Blow steadily until the chest rises 

• Give next breath when the chest falls 
■ Continue CPR 

CPR 30:2 


r 

If breathing 

L 

normally 

A 




Turn into recovery position 

* Call 1 1 2 

* Continue to assess that breathing 
remains normal 




Switch on the AED & attach pads 


Follow the voice prompts immediately 
Attach one pad below the left armpit 

Attach the other pad below the right collar bone, next to the breastbone 
If more than one rescuer: don't interrupt CPR 


Stand clear & deliver shock 


Nobody should touch the victim 
-during analysis 
- during shock delivery 


If the victim starts to wake up: to move, to open eyes and to breathe normally, stop CPR. 
If still unconscious, turn him into the recovery position*. 









In-hospital Resuscitation 




Collapsed/sick patient 



Shout for HELP 
& assess patient 



If NO signs of life 


Call resuscitation team 



CPR 30:2 

with oxygen and airway adjuncts 




Apply pads/monltor 

Attempt defibrillation 
if appropriate 



Advanced Life Support 
when resuscitation team arrives 


SiKC 
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Adult Cardiac Arrest Algorithm— 2015 Update 


ALS-ll 


1 



CPR Quality 


• Push hard (at least 2 inches 
[5 cm]) and fast (100-120/min) 
and allow complete chest recoil. 

• Minimize interruptions in 
compressions. 

• Avoid excessive ventilation. 

• Rotate compressor every 

2 minutes, or sooner if fatigued. 

• If no advanced airway, 

30:2 compression-ventilation 
ratio. 

• Quantitative waveform 
capnography 

- If Petco 2 <10 mm Hg, attempt 
to improve CPR quality. 

• Intra-arterial pressure 

- If relaxation phase (dia- 
stolic) pressure <20 mm Hg, 
attempt to improve CPR 
quality. 


Shock Energy for Defibrillation 


• Biphasic: Manufacturer 
recommendation (eg, initial 
dose of 120-200 J); if unknown, 
use maximum available. 

Second and subsequent doses 
should be equivalent, and higher 
doses may be considered. 

• Monophasic: 360 J 


Drug Therapy 


• Epinephrine IV/IO dose: 

1 mg every 3-5 minutes 

• Amiodarone IV/IO dose: First 
dose: 300 mg bolus. Second 
dose: 150 mg. 


Advanced Airway 


• Endotracheal intubation or 
supraglottic advanced airway 

• Waveform capnography or 
capnometry to confirm and 
monitor ET tube placement 

• Once advanced airway in place, 
give 1 breath every 6 seconds 
(10 breaths/min) with continuous 
chest compressions 


Return of Spontaneous 
Circulation (ROSC) 


• Pulse and blood pressure 

• Abrupt sustained increase in 
Petco 2 (typically >40 mm Hg) 

• Spontaneous arterial pressure 
waves with intra-arterial 
monitoring 


Reversible Causes 


• Hypovolemia 

• Hypoxia 

• Hydrogen ion (acidosis) 

• Hypo-/hyperkalemia 

• Hypothermia 

• Tension pneumothorax 

• Tamponade, cardiac 

• Toxins 

• Thrombosis, pulmonary 

• Thrombosis, coronary 


drugsj monitor j advanced airway j ^ U! ALS-^ 
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(JUljuj IjIj 1 g 'sllx* I j (jLixll 4 ^jLluj^lC' 

intraosseus line < 10 line ^ lAA« A j' CANNULA < IV line cA <AA^ 
j' VT A non V j shockable rhythm-" chest-A monitor ^ _yt 

j3jij ^ .iaJ CPR lA^>' l A* jjA^ ' j-^' A j PEA jl asystole ^ A jl VF 

t **** 

advanced UU^j chest compression-A CPR lA^u non shockable A 
A j' laryngeal maskj' Endotracheal intubation uA*l' "mP" L*A? airway 

1/6 seconds U a j tracheostomy lA*^ 

... Y Yj pulse 

POSTARREST CARE J&j ROSC AA> pulse J A 

CPR l arrested JljL* AA) pulse lAA* A 
<j^ 3-5 lA 1 mg ^ ADRENALINE j 

...rhythm -J' j V V j pulse cA <A assessment cA*j CPR-" c> 

POST arrest care-JL^ JSij j ROSC perfusing rhythm A 

jaJ CPR shockable A .... Y Yj shockable arrest rhythm A 

Defibrillator-" j' DC shock-" cA^A* 
4 j| ^ j 120-200 j biphasic A dose-" j DC-" L^ j 

6Aa 1 I jja CPR JA 3 'Ab SHOCK-" c$Aj CLEAR <jlj cA*i' o^Y 

pulse-" j rhythm-" oAM- 5 

postarrest-" AA> ROSC A 

CPR j DC Shock AA* shockable < rhythm-" <-* A 

Adrenaline 1 mg/ 3-5 min l s^j 
Postarrest ROSC A 
OjjbjA j DC shock shockable A rhythm-" <-* A 
CPR l A^ jj 150mg A*? jIj 300 mg IV or 10 AMIODARONE 

aJjj !J 6. 

postarrest ROSC A 

non shockable-" £* <iA bU*2U csj lU*i> non shockable A 
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Advanced Life Support 

Universal Algorithm 


Unresponsive? 

Not breathing or only occasional gasps 



/ — 

Call 

\ 


Resuscitation Team 


^ 


) 


CPR 30:2 

Attach defibrillator/monitor 
Minimise interruptions 




Shockable 
(VF/Pulseless VT) 



Non-shockable 

(PEA/Asystole) 



f 




Return of 



spontaneous 



circulation 


V 


) 


immediately resume: 

CPR for 2 min 
Minimise interruptions 


IMMEDIATE POST CARDIAC 
ARREST TREATMENT 

* Use AEJCDE approach 

* Controlled oxygenation and 
ventilation 

- 1 2-lead ECG 

* Treat precipitating cause 

* Temperature control / 
therapeutic hypothermia 


Immediately resume: 

CPR for 2 min 
Minlmlsei nterru ptions 



DURING CPR 

* Ensure high-quality CPRrrat^, depth recoil 

* Plan actions before interrupting CPR 

* Give oxygen 

* Consider advanced airway and capnography 

* Continuous chest compressions when advanced airway in place 

* Vascularaccess (intravenous, intraosseous) 

* Give adrenaline every 3-5 min 

* Correct reversible causes 



REVERSIBLE CAUSES 

* Hypoxia 

* Hypovolaemia 

* Hypo-/hyperkalaemi a/metabolic 

* Hypothermia 

* Thrombosis 

* Tamponade - cardiac 

* Toxins 

* Tension pneumothorax 


ante 
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DEFIBRILLATION 


PRE PROCEDURE 


INDICATIONS 

• Ventricular fibrillation 

• Pulseless ventricular tachycardia 

• Hemodynamically unstable polymorphic 
ventricular tachycardia 

• Hemodynamically stable VT 

Equipment list 

• ECG monitor/defibrillator 

• Resuscitation supplies 

O Intravenous access supplies 
O Advanced airway management equipment 
O Resuscitation drugs, 

epinephrine, lidocaine 
amiodarone, vasopressin. 

Components of the manual defibrillator 

• The machine 

O The defibrillator/monitor 
diagnose the rhythm. 

O electrical cables 

connects the patient to machine 

• Paddles or pads 

Overview of the use of the defibrillator 

1. Tu rn th e machine on. 

I ON I button 

2. Select the output energy level. 

3. Charge the defibrillator. 

[CHARGE I button 


4. Deliver the shock. 

• Monophasic waveforms 

• Biphasic waveforms 



DEFIBR. 


ANATOMY 

• The heart lies behind the sternum, with the base at 

about the right third parasternal intercostal 
space and the apex in the fifth intercostal 
space, inferior and medial to the nipple. 

• Placement of the paddles or pads is done to 
maximize delivery of enough electricity to depolarize 
the entire myocardium at once, while minimizing the 
loss of energy through adjacent tissues. 

• | Pad placement | 

O Anteroposterior placement 

■ The anterior pad should be placed 
just to the left of the sternum at the 
point of maximum impulse (PMI), or 
just below the left breast. The 
negative pad always goes on the 
anterior chest. 

■ The posterior pad should be placed 
to the left of the spine just below the 
inferior pole of the left scapula. 

O Anterolateral placement 

■ The right anterior pad should be placed to 
the right of the sternal margin, at the second 
or third intercostal space. 

■ The left lateral pad should be placed at the 
left fourth or fifth intercostal space, along the 
midaxillary line. 




Pr.Mo.Oabr ... Gobf..* 


PROCEDURE 


• Patient preparation 

• Establish that the patient is unresponsive, apneic, 

and pulseless. 

• Shake the patient and say, "Are you OK?" 

• Look, listen, and feel for breaths indicative of 
spontaneous ventilations. 

• Give two breaths by bag-valve-mask or mouth- 
to-mouth ventilation. 

O if there is airway obstruction, perform a head 
tilt-chin lift maneuver to open the airway. 

O if the airway remains obstructed, 
immediately proceed to resolve the 
obstruction using Basic Life Support protocols 
before defibrillation. 

• Palpate the carotid artery to verify pulselessness. 

• Begin CPR. 

• Initiate chest compressions at a rate of 
100/minute. Using two hands, push the chest wall 
hard to a depth of 1.5-2 inches in the adult. 

• The heel of one hand is placed on the midstemum 
and the second hand is placed on top of the first. 

• Ventilate with a bag-valve-mask device. 

O Coordinate ventilations by giving 2 breaths 
after each 30 compressions. 

• Turn the defibrillator on. 

• Attach the monitor-defibrillator leads while CPR 

continues. 

• The white electrode is placed on the right chest just 
below the clavicle, the black electrode is placed on 
the left chest just below the clavicle, and the red 
electrode is placed on the left chest at the anterior- 
axillary line below the left breast. 

• Keep the electrodes away from where the 

defibrillation pads or paddles will be placed./^ 

• Clean and dry the skin where defibrillator 
electrode pads are to be placed. 

• Apply the defibrillation self-sticking electrode 
pads to the skin. 

• Determine the rhythm. 

O If VF or pulseless VT is present, proceed with 
defibrillation. 

O if the rhythm is NOT VF or pulseless VT, 
STOP and treat as nonshockable rhythm 
according to Advanced Cardiac Life Support 
protocols. 

• Select the energy output level 

• Prepare to defibrillate 

O Firmly announce to all personnel, 

"CHARGING DEFIBRILLATOR - STAND 
CLEAR! "A 

O Verify that you are not in contact with the 
patient, stretcher, or other equipment 
(except for the paddle handles, if paddles are 
used). 

O Press the CHARGE button. 

O Firmly state, "I’M CLEAR" 

O Verify that no one is touching the patient or 
stretcher and that oxygen is not flowing 
across the patient's chest. 

O check one more time that you are not in 
contact with the patient or stretcher. 

O Firmly state, "EVERYONE IS CLEAR" 

BEFORE pressing the SHOCK button. 

• Press the SHOCK button 

O when using pads, a single button on the 
defibrillator is pushed to discharge the pads. 

O For paddles, there is a button on each of 
the paddles. These buttons need to be 
pressed simultaneously to discharge the 
device. 

• Resume CPR for 2 minutes 

O Resume CPR immediately after the 
countershock, and continue for 2 minutes 
before re-analyzing the rhythm. 

O Discontinue CPR only for pulse checks, 
rhythm checks, and defibrillation. 

• Check the rhythm. 

O Do not interrupt CPR for more than 10 
seconds. 

O If VF or pulseless VT persists, prepare to 

provide another countershock. 

• Continue management if VF/pulseless VT 

continues. 

O Continue management according to the 
ACLS protocol for ventricular fibrillation, 
/pulseless ventricular tachycardia. 
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Adult Immediate Post-Cardiac Arrest Care 


i 


Return of Spontaneous Circulation (ROSC) 1 

2 i 

f 

Optimize ventilatio 

• Maintain oxygen saturatior 

• Consider advanced airway 

• Do not hyperventilate 

n and oxygenation 

l >94% 

and waveform capnography 


3 v 



Doses/Details 

Ventilation/Oxygenation 

Avoid excessive ventilation. 
Start at 10-12 breaths/min 
and titrate to target Petco 2 
of 35-40 mm Hg. 

When feasible, titrate Fio 2 
to minimum necessary to 
achieve Spo 2 >94%. 

IV Bolus 

1-2 L normal saline 
or lactated Ringer’s. 

If inducing hypothermia, 
may use 4°C fluid. 

Epinephrine IV Infusion: 

0.1 -0.5 mcg/kg per minute 
(in 70-kg adult: 7-35 meg 
per minute) 

Dopamine IV Infusion: 

5-10 mcg/kg per minute 

Norepinephrine 
IV Infusion: 

0.1 -0.5 mcg/kg per minute 
(in 70-kg adult: 7-35 meg 
per minute) 

Reversible Causes 

- Hypovolemia 

- Hypoxia 

- Hydrogen ion (acidosis) 

- Hypo-/hyperkalemia 

- Hypothermia 

- Tension pneumothorax 

- Tamponade, cardiac 

- Toxins 

- Thrombosis, pulmonary 

- Thrombosis, coronary 


© 2010 American Heart Association 


References: 

AHA guidelines 2015 http://circ.ahajournals.org/ 
http://circ.ahaiournals.org/content/132/18 suppl 2/S444 

ERC guidelines 2010 
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i LuujLuu 

j ^9 (JjjJjS Ig aWn Jjjlc- j Cljjjlg x>\lj 4lljud] Jac -1 

cjiji^ii ig.jic j^oi Iajjc* ji *^)W^ ^i*jj l&i 

AjJalill j JUa^l CjVI^ ^9 GP (JjojIaa£ t^Lo^L ^All ^JjojLujVi CjLgjLl^II j C-f$\^l\j 

V 9 I 1 ^ Cl)lj^aj^aiall j£ <jC* <Lalo Xj£ 9 ^klj ^ajV l* 1 jV Aaj]|j Lp^lj ^-^VIj Ludillj 
CjI^jLl^IIj djjj\_g_xiil L_LiKj]| (Jjdiudl AJjuj ^ C_Lil£ill 

1 ^. ^)-lj£ JfLudJ Ig^^kjjujjj 

: IxjLui 
♦ 

^.ila jl 4 \\aC* jl < 11 ^ jl 4 m x> Sjt^a ^alxJJ i^l9,A& CIajIj ^ g^u^yi ^jj 

^jjl J)jlc* IjI ^jju ^j-sa^Lk j (JjAj (JjIa (jjx^a l Og.j 

JjiA y ^ j management of asthma JULVI isjj^ ^ s^jl^ll ^Lul 
^Lul (J)jI jjlo abscess drainage ^JxjI ^jUic. ^LAxll <y^JI sAio 

I^Luj jl ^jj ^ tiLiil cjJm. jl cannulation Jl Sjl$^ 

jIjIaVI ^ vljfl J ^-ijjJaJ jjj£ Cljy.y. CIiaLuI <jj£jA jIjIaVI AjI^-Ij 

: LUt^ 

(Jj& JfLuJ ^Ij Ig-XilxJJ (Aa\ >^g.*Wl J jLlLal ^9 CIjIjI^ ^Luj L*lj| lr*\ AJJ<Tl\ 

Cll9j ^j'l\x u^)aj ^Iajj a\\ • W ^1 Jj^gj C5^ L)^ U*^ 1 

: IjluiIj 

j general practice Jl ^kii jLk. jjj^ j^j jjj^ Ipl 

4ajUaj^iSI <31^)31 ^ JSI a^Luj jjl^ ciii! 

** ** * ** 
L_l9j ^yix,\x^i \aj 

: \jA\e 

^ J^j j Ax9J tilj! 1 ^ AxJ JjJali ^ill Cll9jj| JilLoil 

^ktiA (j jla jyy ^ i^oLuj jjio ciui ji\ dj^yji j djji^ii yy jliaVi 


V 




(J^Sj J Cj l£ j]I l J xJjoiJ CllJjUa JJj£]L ^}£juiI £-Jjl ji Jj£| tSlla 

ci^J LSj!>^!j 4^'j i— Hj CjIjLixJI i' T 'XHi U^* 1 Aj 3 .iktiA ^gill 

ttttt iajjJallj L-lilill <_gj <iLj jLlat Ajlgj CT^J ^ 

£suSn cjUiii jui^yi Sjja] jUaaII Jjjijii 44 j 

UjSi* 






l^j < X&PtA . 5 



te*Jup^\ 


jLwKi :jjSn v'W' 

r 

jU*^ (H-UJl Oljk^ : JjSfl JwsjjJI 

0 

jLw’tfl j»Uij i^UJl J^iJl 

n 



jbal Obb — 

> ♦ 



jLsVtft cM jSs^J jjI — 

> > 


j c^IJpSM — 

> > 

jLx^l i^Je :£JU)l J^siJl 

>r 


>r 



<d?jjJi> j C^bljJb cjbytJl — 

) £ 



jTU j 5aJU)l - 

> s 



Ct&ljJb JjJbca U-3 ^JLa^ — 

n 


> V 

OljL j ^JUb : j^obJl 


t V^ 

jL^I i^UJl oL)l 

n 

^UJl id»L)l 

tv 

jLx^UI J-ljP 

rt 

iLPjSf' _j >_JiJl 

tA 

<U^a ^JUaJ 

rt 

oU Q£>\ J jwa 

tA 

oJjJl j bJl 

rr 


tS 

jufcty 

n 


t* 

<Ul*Jl 4^-1 

ro 

<bbSh 

r* 


ro 

cJaii 

r* 


r * 

<bjUb^J) 

r* 

kbSn 

r * 

j <bjf 



i >j? oUUjJl j OlbUjI :CJli)l 

it 



jjSn 0 U 1 





y^ y^-°J jfi 4jjikJt Oiyyi *yij c3jkjl £*^1 A3jj y^)b lall Jyd ^Jl <1 ?-jj 

<d yyi j-°j a3jj)< (3^Lij ^-Lwo y^ yyi yd ^ 3 ^ yy~d' 

ysy^i yyi yp dj^- yy u yyj &jl& y u^ y*^j yp <j*j& 


y&i yy ji^>H — jyd yd 


^<> 51 y 1 y^y jy? *y 


:j^ J' 

c3jkjl 


AilkJl 3 jj^" 
yj^Jb <u^- r 0 ■ 



( j~OJ 43 Jp Jjl 4**l^dl ^L^wUkw^J 


:y^h 

(dear bag)dL^ a^b-- 

yy $.*y- 1- 

<Lm^ 2 ^*s-JI) 'ijyp T ^«XP™ 
^oji)l y^Jl Aillaj djj^" 
yy^S ^*>y» fl^yjo &yyP~ 

£y* ^U! JUajV' yp&j* y* jl <-bjJ <^l yip (Jai3 $.y>*d) $.l3jj *U?- V* djU^vol" 

j^j 3 o * cj <Lo*xy 1 yr jy?o ^ydi ul^ji 

< J'^\ y^)l yp (£y&£ yS\ (Jai3 ) *L^- *\ 43lk> djj^" 

C^Lp ji 1 fijL^wol™ 

^Ua3 y i^-py lil U jL^Mj ^**3 14 y*j y^bxil OLPj ^y/j y^y Sta yi3 Oji*> ^ d$y?y> 

Jr*3 Jr* j' ^3 ^ 004* 

cyyJi jy dUi jju j.yg.g.;.^ iwii? ybSj yi^ ysy j-^y ) dcoi^Ji y ^jo yy yi oiyyji dUis’" 

(^ 

s-Li?^ yJL^Jj AlaibxJl dJlft JT ^2J 








ObiLJiJl J APj^rs-o J^)j u*~b ^ d * APj^jua oUj^ua % ^Jl <U3Jjl ^-y^Jb 

S^y ^ ‘U'J^-^a *^la 

4^-iyr — Jbib) — L*J — <bl?b — y*bxjj l£j\ <^P — \*p\p- ^LJjl 

1 ^ ji $ LJlj V ^ T ^ ) APj^ua ^ JjV' £j^*wUJ U3j OlPj^t^Jl ^Js> s-Lb^i £jy 

I^SvAj Y <j3 ^ ^ c£yM Sy 

y&j dJlpj^?5«a 4Pj^?uJl 43yuJ ^j^bta ^3 JlSj 

^ jubjl jgb^Q 1 y)l £yo^wJl <U~*i 

xxx.yyy 

Jl ^Jjj 4 m£ ^tX^CJ^ y 

xxx.1666 j/tft XPj^ugJl 
xxx.333ajuh apj^uJi 
xxx.5k)i^ xpj^uJi 

XXX.666^^1 xpj^ruj! 
y0.f\YY 4^wobxJl XPj^uJl 
4Pj^?uJl ^3 dJL? y JwLojj JJ^T jj J j ^ps^p ^3j <L*Ob*Jl XPj^ugJl 


dJli <L**Jb ^L*£^h S^yy uiyu s.Lb*i1 JyJi ^3 Syrj* ^*AsA C3^P U *bu 


UsLju ^jkb2rt) i 


CjL^ Jf d^ yJJgJ' jjSo' ^>jV flAS" wUj bub ^ I^JLvJj AilbJl djj^ ua ^3 La *uju^ 5 u*lb ^^So' $.Lb^l OjXio ^3 

j*Pj^*ob CjLJJI XjIX J*3j 




r JiIj twJbjjj ^*>bui)l A3jj ^lp Jj^xli ^>jJl dJbj jlj^u u^sSCj CjLJJI £*b ibua X3yca Jju 

JliCaj ^ibj jp I^JLvJj Ajjb^Swwl! l^JLvJj ^*JiJb <wJb l 43jj — Sjpj* dJLwl 

ywl JysA c3ybj Obujyjlj 

dJliL^wJlj JUb^l l^j Jw^P A3jj U^UP ^L*3^l jiuw ^ 

^JiJl X3yuj ^Lvj j! $.Lb^l j^yjJ ^JbJl $.1^)1 CjLJJI AjI^J ^3" 

d^l^pl ^sj CjL-iJt Ji^ai ^^Ip % o % *b^f" 

^wJilJ buJ (Ol^r A) dl3l^Jl ja 4^3 j-o 



CjLJji dJbj u^a ^3 <wJb ^*Xij" 

Jl^jl v $.Lb*i1 ^3 jL*J ^bl 0 o CjL*iJl AjUj J-3" 

J>bj c3<jj^' *Jbw Ailiaj djj^a ^ibtaj ^^LiwU*w<Jl ^wa)' ^dy 1 -^ ^rj^" 

.l^J ^yxaft ^1 Jl^ wU) 









dlilSCjl dldJp A^»j3 cJj3! ^3 s-Lb^! djZJlS l£*dib Aijj d?-bj Ju>P ^JL~J ^LiwU*uJl £JJ~ 


L)j 1^*3 ^Lpj *w^Sl t$J ^jdiJ! AjLJ 4 jI i^*±J A*3 ^1 Aj! Aj! ^jo . jl^a^! *bu ^liaj! Aj! : jri 

■ 4Jlaj J^ 2 ^\ jjlp b! 


0!jb^! Jj-^j <LPj Y 1 pJt OLPjJl J^aAjj t-AUSu)< cijjiio ^^s-v^jLLo^t ^ y^\ ^ 43d! $,\Jii d!:^ 

j*Pj~*>! Jjo JLj A^twu)!j dlpj^ugj Jy^dsjj LgAS* j-a« Jy?-b <U^wa)! 

Jjjib- u dll AJlgj! Aslbl! A^jdl! ^Js* ^lp J*ij lg-a <w~J? CwJb did! dbxa b ^jLlSsJij c^aJSsJ! ^Jbuvj dd*J 

Ajtaj)! j! 4 jLJ 1 ^)d*>b ^[! b bub Ol^lj <ul P la dLlpj 

aa^J A^cij! OUa-^xJ! ^l)!j uA-A^a)! ^ l£\ ^Ua3 .bjAdj ^ Ad! ^juj ^-U j*Pjd AJlajj!j ObbJ! 

Ajlaj)! j! JJ&}\ 

dj^V! fljS^gJ! AjL*)!j uJallj JJbxJtj jjwbxJ! ^iLj UlPj 

<U-J! J-^- U OUfl-^xJ! j£*J X ) jj j^g-aj 
uLASsJb J^yP ^lP C«««£3 jj^Nj dJb! J^jjJij aJUj)! O Ua-^xJj ObbJ! ^3b ^bj! £jJ! 

^lp jJjj j! jjU ij* j£*> !jJj*J AJlajj!j ObbJ! 

Olia3bx-a 0 ^3 d?-!j jP&u jL^xaj AJlajj! 
Aplp AjU jj <LPj £ A J A^xla OblJ ^did jJ A*Pj Y £ dll AjLJ! 
ObU ASy- ^jb ^3 cAjl^il! ^-b-^4 ^Iblbj I^Ip Jb3^! ^la j tups*j befisSJ* La Lftj^P L*wd) A-^Jb 

$.ld d! ^dij Y * * ^ c/°jl° J? OiJj (^uj t-A-I^Jb ^ *3 J^oP j»lP C^gJ! AJlajjl dJLld^ dJla*A^! j^jb d*j 

YO * jJjj ^ 4i! 

J^jdj CJ>j ^! ^3 6 ji IP CJ! ^! ^^u^xJb Axal?- ^dijj <l?t^23! JJL*J dJb! !^j ^pxi! ^jJaJ! dJb Jy?- A^j3 

A^-dj! Jjl?xi! Jy^ (^Id^wa ^! ^3 jj!j ujlj J>b J^g-aj ^bua 

43d! $.Ld j! J*3jJb 



A^-!j^J 0!jlg-gj!j 0!j^V! JP*>, 1^3*^ u>^ tw^JaJ !j i.Ja.1! cJli? aJU^j! H^a ^ jL^^b jdiaV! A^o 

bdt dJULu c3j^> jb^wa ^!j t ' ■ ;; b<T JLfl^wj! dUb^i? djd?xj ^3 !d?- J-«lP l^j! J-g^l! 


vd ^Oddd^ ^L*y3! % ^1 p A^w«da ^ Y ( j^ jLia^h A l**i 


^*3 \ Y)^ 1 !^! jaLbiV! — (j&*> 3 j^>)j4Jbxsl!j L£j'jk3' — 5^Vjl!j L*j! — Jbil?^! — A^U]! a^-!j^J! — A^Ul! aJ^L)! 

(^gd> d?-!j JT j^b! ^4^a dlL^tJ db-Pj ^4bj^ 


Lj^j \ 0 * j* APj^^j! Jj&jj 


-JjJ Ifc Jjd^- L^J APj^t-a Olpj^s-a *\ ^j! 4A3di! ^^Jb" 

Ax3dl! $.Lb! idP 


jLia^f! dua $-Ua3 Jju *i! (wJaj! A^a a 3 j!j^ V d^d!iA3 UJ?" 



p ^p JT bjLQj ^ <pr Y 1 o lp>Jj kjp SlilSCa ^^Ip ^..^JaJ' 

•AjJj la *bj£> 5jP* 4.^? j3 ^3*AsA UJJ dJUix> *b- ^jo (^Jlkldj j dJbpj ^Ip Xojyta ^3 ^LcJl— 

— dJLJ 5 ^ 13 ] j Jxd Ip ^Ul ^L*iSh p*l 3 Lblaj pjl^J j£j c 3 jd J j pj^u j ^Lctf dJlJ dJLUd j pp 2 £- 

dJJL*wa — (s-ci^y^ ^3 l^iLj b&^y&A^sSS— (Ol3l^|j)l j JUl^l— $.^jljkjl 


— ijp^H Olsid - 


Jjjp — <UU)l 4J?Ljl— \ 

jj^p ~ <l«U)l Y 

— ^jJij *i~ji-r 

jij^- Ji&Sh-t 

^P - jul^i— o 

^p — 

jjjp-^ya^d! -V 


<uU)l «ukUl :: Vjl 


dol lj^-— ^ 


Cardio - Hematemsis - Stroke : J-q-sj j 


JaLsJb ^p :: dJUjl 


pil -Y 


Endocrine - Renal - Oncology - Miscellenous : J-q-sj j 

fjJ Y * lpb» 


Blood Bank-r 


^11 ) * Aj'-U 


<tabJl 4J9UI CJ!d ^ dJLa OjJlkJl* 




1- Cardio 


•ECG 

•Management of: M.I , unstable angina , H.B & arrhythmia 
•Resuscitation 

2- Hematemsis 

•Canula , Catheters , Ryle . 

•Tapping of ascitis . 

•Endoscopy . 

•Carrying blood & B.P monitoring is essential 
•Management of L.C.F & H.C.C 

3- Stroke 

•ABG , Canula , Catheters & Ryle . 

•Management of comatosed patient ( signs of lateralization , C.T , suction & B.P 
controlling). 

4- Blood Bank 

* Cross Matches Tests 
Viral Markers 


4«u)l :: Utf 




Management of polytrauma esp. abdominal trauma 



• Management of acute abdomen esp. appendictis 
•Management of vascular occlusion (ischemia & gangrene) 
•Assistance of minor operations. 


•2 days a out patient clinic 
•1 day a pre- operative 
•1 day a operations 

•2 daysa post- operative ( B.P , wound dressing & follow up sheet) 


J*jJl ^llaj * 


JuwJ j ^JuJl jl AlJfe cUapI OU-JUj J LjLa (wJjbdl 


JwoP- j jb-Jl j Jaiub j^L3 * 


s— ... lg ^ jJaJi Jjj OLUp JwoP'^ 


Uj fiJbuJl J~*Pj iJjJl 


j uJi :: l*)tf 

Y* * ^ 

•Management of normal labour ( P.V examination , diagnosis of labour , detection of 
progress of labour , normal labour & follow up after normal labour ) 

•C.S ( assistance & follow up ) 

•Management of threatened abortion 


Management of missed abortion 



fj*r* :^uiSh-r 


•2 days a 

•2 days a pre operative 
•1 day a operative 

•lday a post operative ( BP , wound dressing & follow up sheet ) 

.<uLp ) 0 fU' ® :: UjIj 

j :: L^b- 

•JUL^b Jwo*jl 

•<tJb <\JLaj Jwo*jl bl JJj JbiL^b <iUp iiy jLs^J jy?-i 
SjSJb *)taj Ola*>bd! Jbib~*»b jLs^l ^jib dJU*b ^yabuji e«jU]! £^blj • 

•OLUa)! Jla jLiL^I t£| caI^j «L^-*>bij! JbP^I £-o^j dJUdSj A*jj~Jl A-JaJl JJb&sjl j fijJdaJl ... 

JyflbcJl IjLT ^Luj O^b- AxjLoJ diidS" ^jibj • 

•^JLdl <w~JaJl ^^ip Jbis~*»Vl £s*?r J? ] j£ e-JjdJl jba#l £^*Jb j-UaT^I jl ^gflJdu^wdb jjyb J-$. 

^JbJl-t 


<U^bsJl ^L**d*^l 1 1 L**oL»i> 
^-~JLa jAj Aa*Pj ^gip !$.Lj fljLbb <w~JaJl ^jibj 

<U*bJl 4J9UI ^LJl -\ 


A-^^fiP — — jJ-^? — AjjJb — <U-^dj — <w-l3 — 


:: fiJUll 



j <w?bJl AbyjJl f Ui1 — Y 


obifiPl j — dJllLo — ^liaP — Oil j obi — s_i3 — — AxOI* 

:: dJUJl 


jLa^l dj3 ^^Oail 01 jSoj jjI 


jLu^l 5ja3 ^^Oai? 01 j£o jSlal Aj*>b 


“ djj^AuJl Axal^- OLjlOw^wA 
“ <bwail fijljj ObjjJiwOwa 
“ oy&laJb i>>Jlj J^-LJlj yt U 0 -o^-l Jiw A^oi^il OLjlOc^wJI 


oljJl 01 UT AojloJl j*Sl IjOi Igil ow^ JjjLJl oojib <L<oUajl OLaOo»w<J| j£> Ojl^J Uij Joi3*il 

aoli^l ^ 1 p Oj^sjj^-j O^ijbcaa 

^ 4 Sy^H t® u j*^jjbJl Ojii> £^0 OIj ^l^baol *^jl Oj^| OLj 10 w-*wJI di& *b-l ^3 U qj& j 

AxabjJl ^aJ^uvw^j s.lJ?^l OjaJJ <U3lj*Jl <U3lj*Jl ^1 p Jjoa?xJlj ^iOcuvwJl ji * uJ oil? ^jOibj .iJjjJjb 

Xpr bL?ij l*b- *L^- JbjJs^Jl 3 l*b- 0 *^- jjOib Jl ^b?xj jL?~L+Jl 3 aLoIjj jjOib ^)l ^L?xj 


I<l?wa3l Sjljj Obj^OwOwa 

o3joj dJbw2AJ jl OJU-Uj *bjd <ul?lb AojU-a oLo*A) AojU-oi3 j^l Jbjt* Ail ~ IgJ £W2il V 

Jm 3 ^tjjbu oil? l^j ^u^biJj ibliil SjOxJl ibb AoJl ^ Jj^l 002J I ^3 Igj ^^ail Oiiii Oi^-Ai «Loaj 
o*PjJ ^a)l ^iOcowJl JUJbxi ^jOjl ^iOcowJl jlj^H ^waJl AjjjXs ^J\ terjzJ ojLOJI AjIJj ^3j |fi J ojLOJI AjUj 
o*3j ^3 «‘tf 6 t 3 AjvobJl ^AmXwOoj $.LJ?*^I O^AJbJ A»^iwwj J^oil ^>bo*l^ ^oiwOwoJ I I tolia^' tX^\ 3 o I $.1 ^3 

.U^buo ^3 dl3l^Jl ib-b jSLa 


^ya^abu J^) jTloSfl o-<jSf A-^Jb 


^3 Lftbta J-obaaA ^ijl AjwbjJl CJlS^ bl Ajtal^Jl ^3 <ul?Lll £j~-» CtSbjjS* A^3 0 j^[j t y^ m ‘'■i’b jjb- ^1 

j)...jlool ^b-lj ^ A^b JUI jo j' AjXalj?Jl wOwo ^1 ^3 jj^OJl 0b j^ 3 j^aill 

JJjlj u3boJlj jjjJl j-Oa^-l j^o) j*P jl j^aflJl ^ J^>jl ^bJ'j ^j-o^l ^ 0 ^-lj dUj*br Ji ^JfcOOP 

A-?-b- OJLib J^jia AiV oi^-lj^j ^1 Jjb0> OJii^A jio^x-aj ^Pbj ^ J-i)b * 4 ! ^JjJJ oljJl JaJaj 

030pL*o jjbbj ^ 0 ?x_a j_A j_J ojl— 0 -Uj O— 3j A— j 3 j^LJL-aj ^JjjO dibwwJi %_*?' fib-Jta j-J j^-SCp 






ijuti XoUb Jiji <btal?Jl ^3 ^UJl j^j c3j~*^ JAA J>bj £i*b! *Ui tewiJtPj dJLlp 4^-lyjdt 

^ flj Ax^2 ll ^ 3 \ gfl;la?7 4~* jjS^ Ol s^b- Ja fll? j__SCg-o 4?w2 Jl ^ 3 ^ J *t#j i3j j! • * v; C« ^ j 1 


4 p-lyr = *b~ dlj JaJaJl j 4 ikUl = Jl 

obstji gyn. J' OU^ptill c3jdJ ^ OLLa)I ja y £ 1 d^L*)l j-^xj JjL?- L*Jt ^ 



^3 43liaJl djj^ + 4 jL^ <jP ^ 0 U CjLdJl <b1*b JJj s-Ua^l JLflaJl ^xj— 

<bwdl CjLJJI ^j?cj ft dJU*i£j ^ j^J j£*jj l*Js> 

jSLJI JjUL* <U^- A ^2^- ^XJ 


^ c~j U Jj3 ^iOP^I d~>- Jjl U^j^- <L3 ^1 ^s> Ua*Jl JT^j b®>** AA* j4* ^ ^Ij jP Ul- 

Jai3 dj~o\ t~T Igj 43yJlj s-lJat ^ 43ydl 

JJaaJ \*py*psr ^is3jii?xj IjJliaj djjjJl Jju <L*Jl aiA jjfcy ^b^Jl j^oa OL*Lo ^ OlS"" UJaj 

jtJadl ^3 ^Ukjl Sbjj 

^3 dJUi JJj \jJfl. x> c3yu LS* tb^l Oj3 jP db c *>taj j-° jd3 ^Sl ^^Ip fl^a Jj*ij dJb! jA ^3 U Jda3lj— 
^3 db*Aaj OL^i Jo ^JlP cjjUxll ad^ <W?j3 ^U^3 ^IxJbj ^jwbtA 1^3 ^d*Jl OlT^Lxabxil IjXJIj ^Licu*wjl j! 



dJA liUj ^ibAj j^J •^‘Jd LjjAjj jLaa^l ^3 <Lj (^U^xaA 0 jfi *Aj*A^- ^Jlp— 

^1p 4^Sj y£y> IjloJUj lAj»woj 4ifij^j ijloJW jtUflSXJ ^3 4Pj^e-a Uj Jfi j£> (S*$J 

4jj^*^ OlS^> 

OL^x^Jl j42^W Jd^j 4^*JjS* 4-aj*i AjL-^wA UL*«£ 

JaA3 j *JtJ j^a^-1 ^^ 5 -° UJt SwLjIo djjjJ ^3 jj j&po JjAoj j^JJ^Jl 

4jl^Jl ^3 j L £U*P&- j3Lo! CuS^Uil 4 j!Jj ^A3 JaaIIj l^J^P 4 jyyj Jjo d^ 

lSjUJ ^ 

djJ^j 1^)1 ^sd'j ®j^3 (3^Ui)l ^3 ji Ol S^> l^.4.1a.J OijjJl ^P Ul — 

.dj^Jl 4AA?Jl 1^3 CjLtaSl AjlxJl ^3 dj^3 wbu OljjJl 0 Ja <Ul?ULa Ojj3 A3j fij^-13 4^?-j diJ 



dbjJl Caxj j Jda^lj AjjJb s-llaPj ^.bu — ^ 

jfi OluP (w^?w |JU? — Y 

central line^b aJ^Ji 3ijjb Ja?Ji Ji^-^j — t 

j*w*jj)lj ^jJl 4l«^a3 ^-bu —0 




dJLikXSj l £Pljjb 4*J^Sn d$.!j3 pl*j — 1 
jkJlj (wJillj £j\yp\ ^-bu — V 
te~\yi}\j aJ^UI ^ ya 1<S *>balT Jajyj\ ^~+?r —A 

<L*>ljjJl Olj^vJl ^ yy Up ^aja J^Jij Oy^s . Jlj b)iShj cP>Sh ^-U? — ^ 

(wJill Jp\ y \ < m y^ y jS’i jia-Jlj A*£ibjiaj JajusJi ^bJ ^A*J— ^ * 
<L~oLaSh J irfb>-j JJbxJt 5 $.<j3 ^ ^ 

jl^jJb Ajij^-} <*— -JLaJ^ ^-*>j 5^j3 ^90— \ Y 

j*>ULaj CJ^L^\ ^~aj 5*1 j3 pl*2— ) Y 

jL^Jlj JUbfA! <L**Jb SjJaAJl bfe^Pj AjbUJl (www^?- Ajj^SH Jjbtaj ^-Uj— ^ £ 

diii JJ UibWt u^-ljJl OlfcLs^lj fOll y\S\ 3 UpUtj JJb*Jl c^S/ 0 

APUJl ^3 Jjl^uJl Jjjj J*bta uL^ ^-Uj— ^ *\ 
j»lia*Jl ^*£yj <L**Jb Ju^jLji d^lpj ^-Uj— ^ V 

^~JL> Jby> J^-b l£-*W° (t-bb — ^ A 
jJpLJI jt te~\y?}\ OLUp 43y> J^-b H 

A^j^Ji <bibxJl JlPOj ^-Uj — Y * 
5*buJb Jjl^ll A^jf Jl^-^J ^-T > 
aJ^J! djk^l Jb^l jgJUj-t Y 

j42Jj^Jt ^-v^r A^-jbxJl Jjlj^Jb AkjjJl jAjTSM d^!j3 YY* 

*bjj jl JbjJi> cAjJa31j Y * ♦ ^jJb ^Sw> JjljJl ^5yjl A^ j aUJl £j^dl A^L?- Y £ 

A^-lj^Jl ^Uflpt jp\^sf~\ ja dI3i ciSf 

d ^ Ji3 ^-Uj— Y 0 

Ailb^B-gJl A-^wJb jb^)^ Y 

oLUaIi a3jP £jy^\ Al?b> ^.Uj— YV 
JSj ^ij JS^ I^Uj oLUaJi l3jP W j* Y A 

^>-vJl ^fijA ^a J^UJl Y H 

AJI^jl A.y^-fl.1 < A^wv^jLJl AjJ-jSf' 1 %-Uj— Y * 

Ajjjjjl 4aj^< 1* s 

p^r J 4 jLT ^-Uj-T Y 

cardio pulmonary resuscitation ^b Jj^uJi ^Ji)i ^bbj uSpku-YY 

(CPR) 

J^All dlJfciS} ^5^' Jr!^ (t-^ - ^ £ 

AJajl ObUj]! AjbT^Jbb-ro 

jbwia^l A^Ip j^J JljjjJb A^bxJl ObajLuJi ^-Uj— 

presentation by history and a^ jp^J} J ^ jpjj^\ aJ^J jpy J^p u/ ^-rv 

examination 


UwUMj 


cJl >) jJl 


jdb ^U' dU& 1C' JUP^I' Jl3 

UUfii J ^Jlp 

l^o jSli ^jtwa j ^3 cJLp db <u^ j <odl Ju>s*u 

J0a3^' jP ^ Ibxj OlT dUi J 



CPj'^j 4»Jc**d ' ^3 J^*)' j^bxil J^*)' jA 



^JbcdU djjlla ^3 CP JjSC j 'Co>- C^'i j^So' OJb' Jw^O* jl Ju3 CUp- 

dJb JT j 4 j Jw**2 ^Cli jS^Ji j j*P ^3 'Cr dJbu-i £P?j£A ^^bc^ JCr i ?j^> dla'CA ^3 AiU^I— 



^3*Asa cjjjfr* wo jii cCU*3 jjsS^ ^Up 'jCp j 5yl£^ j oU?j^ jS^J' ^ b <j^ — 

.dJjjjlfl;.^ ^jp J 

: JliuJl Jwm^o C^i3j)^ ^'j£**wa ^jCa t£j! djlp CJ' jTia' y^ — 

OC?-j te-'j^fij c)Sf cOIS* I gJbO c)' ^P^Jb cl^S^j j 5j^a3 dj^3 lg*3 C*bC$>' Jd)b j Jb&*>U ^JjlJ ^3 Ju>P 4*^3 ^br b' 
Jbji?^l ^3 U^- ^)U)i Jl^jl 'Cfc ^3 y^ ^JJb O' j£ jxJl<>}\ ^JJi Oj^ ^Ij^wo 015* l^lPO O' ^P^Jb 

Jj'AsA CjbbjJl ^3 ^aj^?J' Jbd' 'Jzy&u OV cCLlp <UlIaj ^JCj OlClp cdJLdj 4&)' CCO Oj& O' C V — 

uL^- dJLLUp jiajj^J j jd?j^ j*>L)' 

4^-b^a jiwo Jb^) c jbj^' £~wa' j ^*A'jAj Jld ^j 3 J j~oOaJ' cUJP J^UJl ^3 ji^Jl JT j^?-1— 

(£\ ^Ul djS' 4ja~w*J 4^-1^- (iJJjiA c4^o ^j| yLo j^l d^ J^j ^iAij3l 

.(4jbU^j ) ( ^-4^ JyftJU 4il 1JU1 <j) 

4j^b cP^Sl JjlP 4j^flj c ^Ufi3l iUL*PjL~js ^3 JbL$> ^^“U? ^l?-lj U 

4jbr^h CJlT U^a (! ^l?-lj JT j ? i JLa?-\ Ji^ ^j^ m ) ■ uaky 4 Jp 

!!^jb^wU*»^' J J JUb^o^h ^3 j^Sf' ^3 4 ^Ip cP^^b jA '*^3 

^Ip 4jlSCs uijSj Co' O^loJ' jp Ui CLiCcUvwJ' ^3 dl^ j 

: \<jjt ^3 jd jJi L) CJlT cbbta Jw^apx^ CJl^ bi jfij 

Ju^- U-^a L*J SiLP jil flA CuS^ U (JjaS* c^ j**i^ 1° Jb- JjSl jA^XJ ^ji - 

4j d^ c)l^)' C)' ^ip 4Jb QjS' J^a j] id^loJ' yu*) ^^a cjL^ — 

fijiy Old' jioj c< r Cb Ji\ jj^lll' jjij CP jJjLCuo' 
djLCuo^' ^3 ^Ua^-V' ^j'Cj ^y^a llap ^a jC^ b' jJ JLiJip 


dJLtad CJ1 JUI : dJS' <ubjk> <0l3 ( a^j ) JJldJl ^?-Uai cJjLL)I <w*?-L c ^ qjS' Ju>p ^9-L c d?-lj L) 

^lk*)l <bLP jikl Jd&flJl ? ^3 jSJjjcl* 

:^£Pbo ^Ip jS^Jl j~S ^lj)l ^1 4^ ^Jb ^3 JwjP j*~?r j &ja\ ^Ip ojAa* jaj ^Ak dbl Lj^-Lp 

^^Ua^s-o j ojS d3 ^js> c^r 145J <& ^u^Ji j cJaip Jj^jw jis* j j^^)i j^gangrene 

l^wvj L-a-Lp JUj 

(i^b: ^Js> jS^Jl iijJi ^1 ter fjd ^b 


dU£*5jX& j ^jiwjP IjASIj cjS>Jl ^3 JS} jAdJl l-^Up j Jdd l£-* {JUJt ^ J^~ dldl*3 

2UJ Ali AJlk J Ui J~£j ja Ui ^^Ip jAdJl jOJ Jb^l c^rbsxA CJ< ^jiwo dL^rl^a ^Ijl ^jn cCJl dL*? ja 

J ^Abto 4**dbj JjfljJi Ij^tJ jJIa) 1 dA^Ubca dl Ufijl dA*Ap J 

.dj^xJlj C-ij]l CJl lg«Ux£A Lte\jte dk ^ g\texj Ol3jl ^3 t^IlP ^jtw® ai j s^wa j) ^ 9 - ^AjJib 


? <^UJl wUUll CjbljJU 5 Jj13 ^ Ja 


buk 

j j*>\j JjI&j dl>Sl i(dA?Oj*LA ) <LalP j&\ AaLj jl c AdlAtJl dklj^- ^Jl *bj? j halite j&\ dJLU^uj dA^w^sd) ^jisA : y?/ 

1^3 Oljlj3 ib>ul Z}te-jl CJ< dJLlp JLj UlP j c<dld?-l j cA3^ J OL^Ui 
6JcS> d^ j JImJ j JjlP dLbx^A ^ 

c)Sf U^lJl 4^1^ j j^w^wjl jjda^sJ^ cd*A^ dLlp 4^UaS^ <ul £jzj Cwib" Jldlp ^kj c)l ^ibl ^ibl j 

"j* jjS * <ukb ^Al3" j**t^ f?i teeupsxj ^3 jkbi (£\ c)' c3jlP dJLb^ j jJt ja °/o ^ % 

J jyj AS^d ^3 b^kJi ^J\^r bl Jlijl J^-^» U-i dJbui^A ^1 Ol 3^I\j6\ j Ol3l*UaJl ja Jtyx-a dJLUxj :<jJlf 

.CjbljJl ^3 Lip \ j a 



cflP I Ja ^3 dli (3^*4 *^jb Cwak *- j) dli^ l^9x^-jl j cAjL^I ddft ^3 Jlj3^l 

A^kb JbLdJ dJLJ ( 3^ 1 4 ^k\Jl Cwil^ 

.IgkLdJ j Ljj ter^" ^3 dL^jb c^bii CJl LjP*jte- j c^jL3 Ad<kP aJ^a)I btj^l b Ij-^2j 


? CjbljJl ^3 Ju>a]I ^iki j U 


ctf’ w ^ J"* 


(^-Xp ) L fJsJl Jb^JfJ^-b 

(tw^iaJ JPLvwa jl iw^JaS^ ) A-sPb>Jl ObL*)!-> 
^^bPb ^3 OLdlai — jL&uol OLdlaJ ) ^flJd~*w<j!— Y 
^yjajl j JUa)I j ^1p L^.d^U^A^Xy- ji ^yj'da jl (3^L3 jl OlS^d— T 

.^dw^ajl— £ 


) Jt&jlgjl* ) 

.<LJ? OlS^> cJjJ-lo— A*J ail <u^-jJl OlS^Ji>— <bwa)l bpjjl OlS^>— a^-LJ! Ja^kaxJl— ^JaJl ^*alAl OlS^Ji> : Ji^a 

:lgAP ^*A^a A^-b- Jjl 
<bL P ^ OpL*w* jA 

j*J <U a ^AjC££ 3 tAAabiJ <^jbj Ai^*b- CJl jO^psfxJ Jb jj U^- dji?- 
bbw®! ^alaJl JjliJl j) J cbllLpb jA Ail ^j*wib- j) 

bloAiUJ ^bla A-l^iwfl ^jiwa c b^la dJLU^wd 

JM^fl Jl ^“U 

JUb*)Vl J£l bbMaJl ^L*£^l JjLA) U1 caLcu^J (Sj b CJl ^Ul jffup^c Jl j) j**i^ caAxCwj LuJa^a ^Ul da 

^yL^wJl j*jii JL&l*>1 ^Js* j * lilb cjil APb <^ljl JjU) 1 <blp 

<iabi)l j OlS>Jl 

<^3 j*P dlL^A j£ wa <^aj — JjaLiJl C-~P jSO cjjk ^^Ip Jj^xi J^ASi jil^i^a A^-b- <^1 1 ^*>jA 3 J jA^- lgA**$) 

dJba Jb jSibA ^*i dba ^ jSibA do\ — A^bwwJl UCjl 
? Cba ^3 ^yb j b^gJi> <L^- bjba J^-b Ciblj Ail 
A*?-L~Jl Jcjl ^3 OLaJ^^wJI j ObL*Jl CU j£" j 
a!^ j j^Jl jP a*il : ^Ij 

^*>b)l JbnuJl ^ U J\ J\j 

j^lJl JA J ^Ij b! jSO cjl~al ^»Ji Jjl JA IgJ JxCo Jib dlil l$ij~a j clgAa-A) ^3 ^4j-° J 5jA^“ Ig-ojAi 1)1 (£} 

^gCjl j^\ ^t«A bJ JloPVl CUi JP*>, J* dJS* j*P t^-ftbta ^3 ^iljs^wa ^3 *AsA cl^3j-i b! ^\ 

. b yti A ~?r ^ — O * ^hji j&\ 1^3*Asa 

^b b) c^^bi]l ^Js* <U-j3 a!3 c U^a cAiwL^bl OlS^Jj c-ijJ-La jA ^3»A^ lg*3 j£j£ A^-l?- ! ! ! ! ! blj^-l b 

aJ j^bplj AjAp ^-b>' J ^j3b A3jJi»b la Jjl bul? c Jj^»AJb aA^o-o! la J^j d^bJl c-ib ^1 P Aa 3JJ| ^3 ^La 

. d Jjl> J jb Js* aA^-^u A^bj^-Jl J<A^- 

cl^j3 $j~£ A^b- (^b-A ^b^i ^ j AS^Jl ^3 Jwo^Jfc Ail j^Lol ^1 P Ij^wiJ ^iV cAJ^L^A] A^-j3 aA3 Jljs bul? 

.Jil c^Jj^Jl j) 5j^ j~^"l ^ y cij]l j) 


di-al Axa b>Jl ^3 iluol j) A^bxi j 

iS ^ l£j Jbta* ^ t j dJbajb aJ 


dJbbj ^3 AiJl^ Iq]op~ l£2j Alaii ^a! ^Jl ^ib 


Jbjii ^ j bubya ^i^l ,A?- ^3 A^b^i — i£j?*js ^jba lgAil£a jl djJL^ d^L*)l CJlS* U^a Jjc^JJ jSJjis^ dAAil^ AilJj ^3 * 

^S\al ^3 JUpI dAlj^u djil^ j ^b A cJjLA) u^u JjLiJl 1)1 cl^uJUii Sapii ^3 Ua cA^xi JJLiJl 

. AJb 


jba cAj ^Aaxi la«a J-£3l J$')La cUib d-^sjl <U3 CJl ^1 Jx^Jl JlT U^a J^a3*)ll bib * 

.l^j3 dJLila i£jt£ bl aS) *U^xJl Jjii A i*)bia> la a^^a 


:lgAS^ aJILJi ^3 aA^?- ^a 1 jAj tJ*JiJ! ^3 bJbjii ^Ap J^is? dAil ^ibl ^ibl ^ibl * 


(( iwJtJ jUJp JJbJJy wo JLiip JbbJJy CJi )) 

Ul U ^JjisA )JJfr <L^Jl jjblk^l U JT t^buU C*3j O ^ t Jwfi3l cJb dJbww^ji) U JS* JbUiJ) ^3 cJii3 U JS* 

c(<bcol^dl ^ j 5jSl*LJb ^Lcsa CJ< U ! ^A*sa 

.<iLa?w ^ jJl Jljb Cjcu^uoI U JT 


CJl dJS* JSl JV d*b*l?dl ^U- j)j dJS’ jfi JSt j) cOl^r 0 j£ Jjfr Jp ^siLjl ja dkpby ApLJl * 

cM :^^uj cCjL^JI J : wo ^SJl d£ cdL® Vl?“ 4iJbxJl ^3 j*j ^^b jjsSi 

dJS* JLi*A*3 c<U^- ^ 0 * dJLbl?- <L3*^J <U*bu ^1 CjLJJI t<L^- V * j-» jsSl Ojj^Lo CjLA> J^-° 

J jAjjf dJU-btJ <L3 Jl^a ji jAj V' :5 jj^ 1LJ| ApLJl yuj <-L^-j $.l±L-ol ^3 CjL^o Jl£* ^lp jiwo^x^a 

j^u*> ^b J-31 I^pLo c<lU^J cSjb CJ^ jp^a^u j) 4^btj 

^3*Asa blj^-l b AibjkJb — 

^3 ^bt V C«A*£ji>) j) (wJj^Jl d^j <U^- ^ *\ * <wJj^>j j£j£rfLjt Jib ^lp aAsL^j de^3 

JUS* jsSl ^3 ^-UAJ j — <dil — 
^ Y g * jbwu^h <wJj^ + ^ ^ * * b^J JAA^Uj cj^ aJS* ^L j 

u*y& = — ^ijb ^Aii — bjjij 2000 

Jai3 JjU ^b! T'cJ fli 

dJL*db ^ti bj Jp jiSL(^\ j* ^jfj " ^ylyxji jJb! "^Jlj^wa U-^a IftL^wJ iibtj dJbdibi ^ CJl * 

dJb^b- j^% £ * — V » JJ c3jpl dJS^ jiwUxwa j) dJb^b- j^%£* — Y * d\ cdJLliU AjUj ^3 4^lP j 

JU jjL^jb ^1 p JJ&j j c3jlP j' ^-^Jbcj jjbj ^\3 CJ^ j JaAp Ij^Jbcij 


^1 P cJygjJi ^ <Uyu^? li! C^ U u3bwal c3bwab dJLlp i^-bcdj jl djSlj^Aj d^3jsA C3j ij\* 

^1] AjjJjI L^'-by UJa (JS j j) cl^j3 JxlJj dJbl jiwol?x^a OLi^ww*wa ^3 Ju>aA] jP AjUj ^ j 

(.A^jjX) Oljj^ c<Lu^-l ^-ftbta 

^J^P JbJjp jPj^ps^fi JU3 l^j3 CJj)< C^ U! ^*j cdjSlj^Jl j J-^a)< J*> C^Ka^r b j 

.^ibA blj jT'lil cJjj)l ja £**pa 


LiAbUl sjt-1^11 


^■\yti\ J s_^>Jl 


1 - Atlas 9. 

2- Saber's Handbook. 

3- Master of Drugs Atlas. 







^J\j ^ jLia^h ^ ^ uJall dib 


J~£ ^ibta Jjyd- j dbL?- Jb d*o ^Jfcl (£5 d*$ 1^*3 Jpu jLia^l 


Ad Cdj jUVSl *ld .uM&) 1 ^ dJL»j? Udl dLd ^da dpb pathway J< ^*b*J jLd^ ^ fjV 

. S, ■ 1 ^0 Oj jp3 ^ I ^», S> jn& Qj {£> ij I I^JkwO ^j»»*wQiAA ^ *A^“ ^jJ Ip 

5Ldl ^ dbda^- <*,~ *>j1j A^dl *ld dd^ jLu*il ^ AJad 


^3 d^T ^ j jLd^l fr^ 5-0 cs* ^ c5*M jj^ C5^ G.P £ J^P Jt"* l£$ Cdbj jW^' ^ JUSsJxjs jJ *>l*3 

dj'd*" ^A Ajbd AJLdd A*^gdl djl^J d ,p,pyu 


cdljji U^aj jz&J cT°J^ ‘^0 (ww^t-A 4d $>l*» ^ < Udc£A ^Ijlj <J*i£ |%-bd. fj^Ul jA j£\ J^jlfl]! ^ 

d^dA ^Ui ^ui d ^jL*j j*>jl3 <— ■^ 


fl^S" <U^3 d^U! djdb Jj^-o j*P l)Ld Cd ^*IPj A^ljJt ^lp jda^h ^idl cdjJl d dib ^Jcf- 

&*p j£&\ j^MKtil ^JjdJ 


^-bcJ j^U^ioj dJS' Jjo ^lP ^dA Cd cildp <U£* ^3 d^-jbxJl ObL*)b 1*bl Ob a~psxs]\ J5* ^3 ^Jid 

d C5* tj3lj ^Sljj Jj^ S j gdflll Obrbd ^t-b aSCw j*P jPs*J*j J}j*3 ba JjJj Ojljj J**2 dj' 

Jjlp Cj^ la Jl^5-a 


$.Ldl ^3 — dl?Ul — ( ) jLdv*>V' : 1^3 ^Jbcs?- jS\a! ^jbl 


d»o ^ dys cJb CJl IgloPl j fi^a ^lj! IgloJtJ A3jJi £jj ^1 ^ l£^ UJ 


jdb" di ^j\£}\ ^ b j^)b j — AdbuJb »X?xJ ji^j»\^a jdl <U3 CJj^> t)l l^d-° d-^*AJ j^>b <L3 


^jl^a <Ugd^ ^3 l^dlA 4Uo — d^jto^t-a dj^wa — dUdl <U3 — AdxJ ^P djLp 25 jbwia^l 

— d*LdA ^J| d^ijj]! ^Ip jj^U jW*^' ^ biJi j J J d ^JJ JS* J oljjl <UA btd J 

(^J^nd! ^d! l^H) V J lAjia^a ^0 ^ 


- ^li)' ddbuA ^jjdl ^3 Addj JUl — (wJU)l d^ j AlabuJi ^3 AjjJi A^t^ dbtdj j^- 0 j^bJl 

iwJfiJl ^3 dA la J Jj AAP <A^ji A^wdb ^blj ^jda j Js^^a laj^P A^3^J ^lil 


^Jp^p Cd ^ Aa^ jd-l3 Adjj aJ dj^dl : l fld>d A^-b- 



?? djJ (^jbwLal *bM '.J*> 


y> <U*>ljjJl C~*J ^IP-bj c ^1 jjJl ya^^~ ^biw*wa <U3lj^ ^.XP-b j*J jib djil :<bl?-^l 

^^bpj J^b ^ 

????. . . j^-jlj UlS* ^-g*3 jj^ul jLu^h Ja^j l 3 5jl^-l JbM jib Ja : j*> 

babla J^o^tb bjj^a <-A^j jib djb :<ub^l 

?? ^y-bAj Li* l£^ ajbr^l Ja :j^ 
Ju>*£Aj ^ib 1^3 ^yb j^jj? $ Ul. j»Ui <USj dJb*3^ ^a ^ybA <Uwj djl^l *bMj UJU^ jibA WW :4jl^^h 

. JS^Liw* 

?.. ^ ^ '*W* :«j-» 

J^l£) ^ ^ <-3 bbj* ^b^l 

??????? ObbbJl JS'^yLj* j^j CjL^> Jjt ^^Ip yLft j,>b Ja < r Je :y 
... olH*3Jjl ^b iS) <uL£)l j-° j^b)' • j'bia^b j*>jl® 4^wu)l ^,>1? 

?? jibA b Ja jtL&a^n ^p b^-bj j^o-aj . j*a* djj bJb- ^bl j^bJl (wJ? : j^> 
j,>bD ^bxil j-^a flji OO Ij^JJL UJ i£$\\& :<bbr*i1 

?? 4xab?Jl ci <L**a d*U <^2311 Jaj ?? 4Jb 4ia3b»t^ c£ ^pb jlbia^h *bM jSs^a Ja :j*> 

<dT<iJljb <&b$> Ot . (£$[ p ^^Jbiil <u>*a dJ^j a*L&a j*pj jib 5jjl :4jbr*i1 

?? j*Oj* oy> J y>-\ ji<-Uij bA ^jL^al j«® 5-J^r JbM <j^®-® Ja : j-> 
blLib~J ^Ua ^ojSC?- ^bcu*wa J^jjJJl j*jb jh-j jib 5jil :<ub^^l 

??????... JjSLft 4J jlUa^l 1^ 

. bui? *Ui :<bl^-^h 

j£> jijj^biU CJjb j»j \j*2?jl bJ c£^lP . j-^a dji j^bdJ <Uv*bb 

U^t3^ j^ Ijjj^A <&! jlj 

?? cJU^ cib^Jlj dji jlbia^l J^-l ^j^®-® '(j* 

. 5jiJ jlUa^l :<ubr^ 

[aJjuj La j^Jo 1 (^tob^b ^ibajLta U^?“ ^1 p j^O. <bw2il <UjjJ-a c3 !j]b>! CJ13 Aii^j^j! Ul 


. AlxJiwa wAa ^*5^ j? laJj (,£j3L*J 

. JjjlaAp IaIjjIp A^-b- <bw2)l dljjj c3 ^P ^JjLaj jl 


? Jalp fi»X^ V j JilJJ j&*H3 5ja 3 <L3 jjjt# jtupshj (jj U <L«aJI> : j* 

ja <^1 ^ jr&'l jJLJl jj* ^l^iii]l JyL UT <j$ <uaijl ^3 . .Jalp JaJp a&Ij : ^ 

^kaxJl d^j <u! jjlp ja c3jIp jt-a ^^iLj jLLo'il ^ ^yr^wj :a A^b- J5* ^U?l <30^ Ot Aji ^3 <d^iujl 

<dT djjlp ja ^1 I^ap ^tiyca A^-b- jj3 bl£* ^)j A?sj 

ijLjb- JUlal ^ LJ Ajj*£> j^o-oj d*A^ Ja> <bi JbtsA bl£* la^a ^lp A^b- ^A< jl~a^ Jb jAJ 

aoT 

jPus&cj jjlP CJl JJlj <b-bdl j tS $ Ol^-bJl jt*)) ‘b-b- (S^ ^ lai* A*3 J AjI jjlP CJl <J}jJt dJS' Jju 

<b-b- <Lj wLi^l A j^wOJ ^mwmA (( lg*3 

^lp <L3 Ja 3I Aibl djjlP CJl Jyby j*>li^ t>^Jlp AjI jA*i aaxJi djjlP U1 jl^a^fl 5 jA 3 ^3 ^*b-l j<A3l j^-° 

?Aj 1 J^a*? %j) JjIp CJl c3jlP ^ji-o j) (wJa Jjla 

dJLj^iJj <ui^)lj AssJiwio *>Uj <ul djjlP A3jlPj jtfbxAjj A*jb- t^Jb^a^sJij IJ^- jLc^a o^ 

^3 dL^fli ^^u^xaA L^'^' C^ajlj ^3 ^Ip ^3 diib- Aj*A? J Jj^I d^ 

aJ jJ jtua*o\ 

\aAs*j A f£ ^ ^ ty J\£o ^ j^^y. J ^ jt 5 jAU)I AJlaij AJa3bx^ j* Ja ^ 

^3 

dyj) \J*r (tAwb-j jjj j^-- 0 'jj^ is^ J^ ] y 3 s jW^^' ^ Ji' 5j^i U ^aj : ^ 

^Aj ^>1 iJjP) A^j ^^jjJ dJbywl?- ^ j-laUll 

Jwaij j-o IaIjIp ^1 Q)jS 3 ^ Jjptsll (AjI AjjjJ-o \j3yUt 

lAjjlP jiwa A^a- J ^ ^ ^~3J3 t&Sy & J b- (t 4L^j w p JJ 

jLioV' ^ A^-b- |%-U^j ji»bx-o la Vj ^tJUsj ^b-I^Jl bLiip AJaJaax^Jl JaLw*j (wJlia Jaj 

c3j^ ^^UasaA ^ ^y#’ jH j>» i3ji^ dljlP ^1 ^^2-AaxJl ^^ip : ^ 

AjLJI ^3 Jjjj Jjl ^^A j£w# dliA J-o^j AjjU 5jAU)I ^ AjI aIoIp UJJi 

*b3l ^t3j l^J J^)l ^b3lj d^ AjjkJlj jAla ^1^?-! jjaS^ U) 

jJ Jaj ?l^j3 aJIP oij-a-a Aj^la^Jlj jAla .Xo^-I Vj JajJta d^ Ja dJLbJ?! J^a-® ^3 

?A^bjj UJ-^ l^wla3l Vj I^aj ^[j Jlfll^i JjIp Ul 

la ^b- ^Jj JajJia 

diilSU dLU Ju fji JT JUwSJ JUl O^bJlj A^jbJl ObbJl jA JDl ^^U)l JiuiJ! jjlP jJ JUWJ A_Jb 

neaonate J^j o UUaaxJlj AjUa)1 Ja^> b-l?j dLj X? c-JaJl ^3 IgAP O^b- ^3j^iJ ^ jj^- 

c3j^cA dJL*ji5 cJa.Ja j) jjjLt-a Jas-w*wA dJL)^ Aia^a ^1 p yy bj^P 

AjI J-aPl c-3jlP ^Jljs j«j jrfijlflJl ^P ^-U)l i£JyS* |%A^M U! . IJ^- Jd^a^ U1 iUL-o! j£\ jlwLaV' Aa^o ja wLaujI \j*> 

jflAgx a) 1 ^jiJ^^bua A^J Uf j AAaP djkp CjjI Ja^aJl 


<— A^J ^Js> dJS' ^£3jJXa ^1 Jjij Ol A^XJ £ jl Y* AaI jjlp CJl .<U^a Jjl 

(%-gJ^-Jj j^tffll l JUfcUol ^ l^w^So' ^j^4-a GrB L-^sJa^ L^-t£2x£A ^Ul OljLg^Jl ^j^*)l ^3 ^£*3 di~*Jjj 

^J&JaP jLwial «A^-I g ^jlfl-;^S" 

AjIj.. ^jJj&jl ^jj slj JaJaJb OjAJa^Jl <ul j Aj^iioJlj jAU *U^>-I A^oUacJI OLflJ^wJl ^ jLia*>l) ^j*Xitt)l JajjJi AjI 

? JaJaJb ^llaJl AjI ^[j ^Jjb A~*jsaj £Jji ty- • AsAtal?- ^ iwJJa JjA^la ^P LgJ ^JjLj I Ja j JjJijl 4-*P £ 

A-Jl LgJlP ^1 jiXa 4i3lj^ jS> J~SL a 

jaLa j^I ^ A*^3 jL^aVl L-b Oj3j J*>LpI jj3 

<luJl $.LaI L^Jj^i LJU^ ^Laj Jj^l i^ ^b IjA&^j d<X£* *Ua Jj^l i^ 4~PJ i)l 

jJwLa ^o XaJyb l^aJJLuj GjjSJuJl ^LiwUvwoJl aApxjIj ^lll ^kJljlj t^i ?? j?o A*3ij ^L«-*>l lg*3 j*° A3jj *X?-bj 

.4jjiia^Jl ^lJ^wvwU' 
? AjjJaSL^I ^3 dJl *L$Ata jA la \j*i 

U^- j*2xJU£» jaJJIj S-UO jl 5*Ul^- Aii*)lj Lai <^psJl *L^Ata ^jy L)LiP Lj*L*a 
^LcJl J Jw**)l Jjxa cLwj^“ jfi jLia^l ^ Lfl&yjaS dy . 3 j**^-l ^A Ajj*l£*>^I ^ U *LP ^1 lJyxJ\ X$*j* 

*A*3 AiUbxJl j»j ? djjj3 JyiA 

£^»dl J a>waJ< ^ ^ AJi? j* J^°j ij^ <— 

j ^ j ^g^Lj aI^uJi j aJ?iJi ^ medical skills Jt JT ^ dui*j aji ui a^ 

^3 d^ j»3^< *Aj*^J J ^ ~y A^^-° t ^jtw^a 

Jl ciyu dijLo^l jl jj^UuJl jl cjljJl jjj^ ^a Jb 

presentation, investigations , medications and follow up and further needed 
investidations how to reach diagnosis and treat 

A^-l?" ^ iiJ-La j£'*$\ djjl^lOl j jJptuJl j (w^xj La O'iL?- ^Jj! A3L^^[b d^ 

V dJpL*wJl (w^?xj j^U j-° iJbf <w^"j j-Ufij dJLllJ^ c)jJj j dJUlJ^j 

j jL*J dJL) Vj (^JLaiA3 ijb jiwa AjU) ^JJJ ^laUl j^^Liwv^uJl U-LJ \jjt 

Ail A^-jJ ^JJ J*j dtA^-lj APLo j jdj-^il jA A^J ^-bxJ La dwbu ^1 j»jJl j f^Jd ^j^uJl ^jJl A^lP- 

? OLuoj^pi La - m( ji 
a^Lp AiUaj 

•XjL«J| j ^l^Jl ^jJl-1 

(aLjAO djA j^JjALa ^.jU Jxo) J^-^A ) ^^LftSsJl £jJ|-3 

^Iajj JjVt ^ j^lJi jllaj j-Ua^a ^ ^jJi JiuiJi ji dirty work ^i cj\^^jJ\ 

™ I ^P l^j I ^a l iav ) ^gi) I c»A L u*»j^Jj) I 

OL^JjSsJ^il J^il jAj • ^ J^W^XJ — ^ 

c-3Luo^l J^-lj jl La (wJU ^^^Ip <UbjP Jj^a J^-o- 0 A^btJl (^Wj)l d^ jA j) lA^l^ - J-a-^-A jAj JLp ^a yy — Y 
IjJl J-oau L^LaJI J^^l ji (j^j^uJl j^i3 j^J-^jLa DUxip j^)U jjIj dJL-i>j jJ jW-°' ^J) gx^a d^LP ^3 

..^» JJjLo 


jl <ul P cjLJUSs.wJ •• AAJj3l .. c^Wtjt •• Ai^)) y LU^J L*Ap AjL«J AJbl Jbb 

$j2 j&\s? CJl d^J A^-b- ,Js> Ju c3bu*>^l j] bULlp AiLfc *$ — JjIp jSy# iwJ? — l£^ 4*J^I Ju>ju> c3j^» 

4Jlp 


jlUp (wJU ji in situ .. <lAp <^jUJt bed ridden <3 Lp : cjuJi *ipa^i -r 

siUji ui u .. jlsjuUj j^b- dUji ui b .. r^ ^-b- jP^/o jl ^difficult cannulation .. 

c3jJ^o cJb ij ^3 . . Lft <Sj*£ <j*-a 

.. <blpj ^P d*?x*AJ lg** yj~* AJb- j! (<b-l^sAj U^lJl y *Aio) ^b-b A3 I c3buo^l <L>jP <— — £ 

4 J UtoUP 4jlPjJl 5 j^> 1 ^wg^" <L®lP 4 ApUiSj . C-J^ 

^-j)jjb OluP jl jLb -1 <w*jbt J^-o - 0 l£^ 4^-bJl l <L?-b- »ww^t? jl £3j* — 3 

cj^buo^fl y jf j*>lg3yu U 0^3 <bL?w ObA^ I cJtjJl <bfb- $-Ua3 —1 

.. jjAb&Jl g-jl^S ^U> <U~*Ajl •• b jLaVSl ^3 (wjlJl ^*»b ^j^A) ^jA£? ; <bjbl ObAb — V 

4Pb> jfcULj U C«3j)f j*jb <wjtJb AAs3 *Ji£ J&yi U c3ytf dAi* cJjAIao j 

? dA ^-L*Jl (wJj*bJl <Ut \y 
j*a* djj *ij cijlp ^jtwa Ab-b dUb- CJl :jr 

j jJb Jjlp Jl jl djJ Juj^j ^U Jj&L~J j^j lUA^- 4 iA^a AjlgjJl buk L y) 
.AJbL^?- ul)\&}\j 4Jb (£\ jt LJj3 UbJl yy 
(dJL) j)) AJLAwj^- bul^j ^Ul ^AwU^wJl 4A3lj^ jho jtjiS^ 

? 4 j 1 c3jp! j djAliJl ^3 ^j&A>-! j Jbil^l jl cardiology Jp Ul :j^ 

dj^l ^ibA ^Jibta y^~\ yjj ( ^j-a Jb AijLul A>) Jf+J* j^J yj Jb&^M 

otjJl ^^Ip c-^-UajI 
bulp <W 2 i]l 

Oli JsJsj c3yuft j] ^[1 ^-^'••- A JL^Jt jJjlAwO jbwio< i$$ jS\o^h j*j 

oljJb A-b3*ibP j] j+J jZjJ\ Jj' ^ l£j' L^j' jasT jijlAwo j* j yj ^ 4jd! ^1 A) y>l dAS} <L3 

*ij ??jbwLat JjI Jjl <AULp jb^a*i^ ^ j^A^t *^«o 4 J 9 QJ AJlkjjJt AjUjjl ^ j^Jlj A^-1j :j^ 

?4^bcJl OLiJiw^wgJl y y3 y&u&jj Wy\j ^ 

j) y~*> V j£ OUa-^ts)l »wJpl ^ AjJj^ dA^ J'ibP 1 btu>^- bi$.!j^-i J^'-b dJbV bfelA^j jbp«a^' ^ <-+*~P aJLojJ ^ 

yp\ J>A^b c^jlPj Aas^wo CuS^ j^jP 5j5f Jdet-Jcj* <uI?lJl J* ®aT 4^-b- 

4jL*?- aJA3jj &y\s>r AjLojiij 

l ^jtftLaj bfej^l <ll^buJl ^P (*A^J bA b! 

jLio^l j - 0 jiwd^-A^ j) IA^- ^bA] yups>xjj y-*i Jl^a u*lss*3 Ig^P doA^Jl fL^bcJl OLiJbi^wj! 

dJS' Jjl> dJbl ^JbA^P 


(j-flgisj basic dJi J o > >> ^ JMi* j Urology or ENT jjtp jto *td oi u i : / 

? jLxVtfl ^ dfli?-l j£a^ Jj* 

c^kb Jp-j b flllllb 

JJl /**i3l ^ d?wa3l ^3 j»lP ^/d^a <^1 ^ Jdjl jt~a^l ^ dwa3l £dy dLyUl c$/tf jjlP j) /3J 

dJUl~waJl \*p$*psr ££jlj3a3l Ob^jji ^3 , t g!fl;lgj dJL*ij ^fra-Lo <p-b- ^bcsAj /dl *dlj ^gd djjlP CJl 

(wJfiJl dJU 2~£S*J jlT bl jLial jda dU /dl *ybj dw> d*j <Up- jJ ^Jiita /id d^ Jpsj ^13l a/lSdll . ..jLx)' £dy dLdJl UJ' 
Jwptd U-a jdl /jl t£jl t£jl iL*>^l dd*J jl /jdaJl /yj dLj bl/M b dJS' jfi (wJU^ij Jj3?l djljdwa 
jl jLial CJlj ^*i^d dJbjS^ Jp- ^^Ipj d?u /yu J\j&3l ^J*bl j-® ^bual j3 U JlPd?- b <jda £/d/Jl ./3 j3^ 

*d^l dJLbl^- ^13 1 dpyi3l jiwlftb^io /Lj jilgjjJjLa j3j /jl c/*^ d^b- ibual /jb 

jJpLo ^Lcsa <jda dM d?w23l / diiL^wa labca Jxdl /Llj dalp te~\yr dP j*>*>b dc«b- ^jiwo j3 OlJJb dJUL*wJt la/aP- 

./d*j /?&d& jJpLJI jjdajj Jj^l dal*3l d?-l/Jl / dLbxi aJ^^j d?wa3l / 
/cal^Jl /w**?Jl yj oVbJd^o Lp/a?- jLiaVl ^ te-\yr ^b jjlP U/>P /aj^l ^ /lj /jUj 43bdd jl 

J^uoi jaiu Ja ^jdi jlUp d^ta j* 5/3 o^i Radiotherapy^- 1 5/> jJ :/ 

^ ^1 5^ X? Sf 

d^ <u**Jb ijj\ <d^dwa jda V ^j*2 Jbdlp ^/“jij 

diSOl ^ <UP /jd V jMzskj <Ul <ud^l <d^dwa JflJaJb <ul jAl j-o 

/J ^ ^idP <Uta\pJl /a 5jljj]l ^/-J/A J*J* . ^3bA dd?^ ^CJ /dxJl jW*^' ^1 d^JtJl />-J/ Up- j^-aj 

d j 5" Jjb> ^1 p d^uii c-Aj/j 

U oy^ 5^ /2^xJl ^ Aj' dw^ipsdwJl Ajd>^h ^ tJl?- j^J jgsf Obrl?- ^/'d3j 4*a\pd! ^3 dU dJ bl !/ 

(d^d^l ^by) d*d^l j/Si 'jAdjj Jl^jdj-a Ijb Axd^fl c)l Jj^b j^b c)l 


j\ io-a jtufipg dlpUi Jb <p-b- jdda ujlb jddta cJij bfejb^-l 

1^3 dw^a^xd jjlP jA j^j 

Id?- ^a OUj/^J^Ij /j 5r o^)l ^a JyflbuJl J lAjdoj 5j^-*il cjU/a>l ^jl dJlp djd 

Jlp)l /JJ dJLwJ d3*^P t^l jdda Ij/iJ ^bp)l ^a C^ldj^ll dbta 3yda 

4dd> ^ lid?t-a OlPLJb CjbljJl ^ ^/sA.JddJl ^ JaJad ^dy dJbl^a dbjl? ^da dd*i)l J-a^x? djd3 

dUld3 

dbl U eyps>- d \ SCa ^3 c-yjilaaj J-^bj c-Ja]l Olya^a?^ J£* ^3 JcPdyj jjia^j APjj jp^psxj { jlj ^3 dL3 jJ 

jJ>ja)b dfcal?Jl ^3 

d?- d£l Igda jibj Iddll d?-lj : Jbxil dJLy ^g^yjt n ^Ju /b3l Ijj Cdwd-a jj / bjl /a dJL-/5 
jylJl $.b3l /a d?-lj ^pua J^a j/Si b UdJl ^3 d?-l?- Jjb- *dy?l 

jl dl bilyta dai^Jl jd3/ua Ul Jl^jd-aljb Jjflj J3lj Jl^<d-a Ijb Jl^wwi^ Ijb <Ud^l I^J jAj I /a-gdy JJl 

*d^l dljj dyu V JaI?- /xlbtJl bdS^ <Ud I j/Si jd3/~a 
twwJ? ^-Ujl JldP (wjyl?- jtupskA I J^3 dJllajjJl dllajjb Idl j^a-a 4&! $.1^ Olj d?-l /- < y ups^a\ bl :/ 

?? dji?- d^ojii OjiLo ud jij^j3la ^13 1 ^/aJl /a-ya?xxil jA d! 


da*jA jS> ja ^ jiwo jkldj d?sJ ^ Jg jjlp ji £^a jp*pS*J jiwJLa 

£ji? U ^Jp jjlP j) j o^a&j 

^^La ^UJl 4^g- dJb^JJ j! <btal?- C-jU jSy» j) <J*iJ^ dJUi*J d?- dJbl UJUg 4g-lj^dl UjaP 

OliJb 4g-lj^dl ^3 <Ujd <^jup 

j6 1 j) <lbttdJ c3yu dldlp <Lgt^j j tug?%A\ dJlibL^g- j-o j^jJiJl ^1 j*ojT ^3*ba ^dg- 

4*3 <^131 ^»jJl ^ytLa jij j*>jA 3 c3|ycJb ^jiwO 4*gc£J ^jda ji j*>jA3 

dl^a <ui j j*3 jLg^fi ^ 5*231 c3jpi jjIp cuT 4&1 $.ld di Xoj ^Js> ^jU j j*aa ^3 ^jLgi ^pi <*£jb bl :j-» 

J^ 4 ^ *b»j f-bu> 

4jjd jLg^l ^ *taj ddT j*P jSs^a L^jl L^jl l£jl (*4^^ j^fiiJl 

? da^Jl d£*a ^ d~Jl ^^*231 *Aia jSv^a Ja jSO \jA 
^AdP daj ddPbj j*J jLd-^wJl j^d) Jsi3 J^a-o dl 
V 0^ dl l ^A j&\ ^j^3 ^blj l^il3l^*A ^jid^a 

clwjgu ^ ^tj jH ^a*bu)l Ja 4*dl ^j^wa (dwjg- jLia^l 1^*3 dPb ^)l OldJiw^waJl j~*g-l <b! 4*dl dPb jjlp ^)l : j*> 

^a-jb cJl jAla dag-1 ^3 dJbjd2g- l£1j <blj jLg*il ^3 <brlg- J5* dP c3yu 4jl 

j^jj ^^obtJl Si ^j^a 4gdSll 

djj^3 b d^ jP-j j*waJi> j-^]l djAUb 4^wJb 

^3 jf. S' ^Liw-^wjl bl IjdgjJ cP 0 ^-)' Olia3lgtaJl 4Jb 4jjd^alj Jgj^lj djj-Auil ^ 4jjd J-°^l 

4^dVl ^ Jl wa j^J OjTi ^1 L? ids^waii J- 0 ^" L^’Sll OUa^flgxJl 

j-^2aU 4^gj3 <L3 j] bub j^J Ji j&J' J^j* JJ^^l jlwLa^l Jb 

JaJaJb <bl jA^agxJl 4 j! ^ijl IjbudwJ ^ ^ do ^rj&2 djj^3 b ^a-bcsA dJbl jiw^Lgt^a 

dj^- ^bfej dUS^ 6j) ^-^^3 ^aJaJl ^)j 4 j 1 J*a*)l j4° IjjSlJLj 

Oj .ilj^j! J^ag- (3 j 3 JJl 0^!j~JlP Oblg-b j) 4 S^jj <l?-lg- ^^^bwl 4^ d^ ^a 

jty# jb~°^h 4»j3 j-^2a) 1 bjl^dJ j*>bJl J«J M ^ib A ^AjLial jdg-lj *V" j-%ai)l ^ L^jW- 0 ' bl ij^ 

jLia*AJ "4^gj3 Ob^- j)" ^1 Ol^a ^b dJbjdag- J 43 .JdSj < '^“b j*j^ 

4)dl $.bd dl ObJglJl jl Olg-lj^Jl ^3 J^jA ^31 

UJl *^da jjdgtJlj c)3lj da^jl < b-^ OUlAxJl ^ ^|1 Jdd ^ j-^Jl 

^yubtJl <bjia^Jl ^3 j^b bbca d\^, 1^3 \j^y> j«J L*Jl ^i3l LJ JUbl 4 ^\yr 4Jgb 4^LoVl Ol^-lgJl 

4^5^51x31 Old^^-aJl ^3 jLiaVl ^3 Jjl J>b dJbb dJbw2jb bl 4g-lj-AJj 4j^kaJl J^b-o 

JddJl jm j) (3*^ lAd^j l^jS dlb^J CU3jP fijb^a-a <Ug ^3 4 m^mIaJ 1 ObiLiw^waJl 4 j jlflall jAU dag-1 ^Jg-L*Jl ^id23lj 

(4iij ^ip .*3 La jgJg 


??4j 1 bwkwijl diju 1 ^m 3 to^ 1 ! WtoWkwA ^wk^l ^jb»ol djjlp 

4Jj)^^> j^bJl IjIJLj J4^ cT -0 bftj^l jH Jl ^gg^ A ^^jJd^^wa j~*g-l UJg 
^3 ^Jlp Ca^l^Jl^ ^* 0 ^ 4jldw0 J^ljl ^3 *AsAj 4jlg- ^ l^j3*ybA 1^3 c»^bw<»obwoVl ^bll c^l <|g <,ggcJl /^a L**wJl La ^ aP 

4j^UJ 1 4gwail OLid^wa 

^idl c^daiA Jijs d*j (Jl Ip 4gs^g ^yLds^wa ^3 ^*ibgjl jl ^^°br ^^idwwfcwa ^1 ^3 2g“l Id?- jSaa-a 4l?L^ 

UJg ^a-jUJl jl ^ytalgJl ^3 4 J 


<bt ^od^t ^g)p dlii 4 jL*> bo j t ^JLP ^wwtwQ ^i\ *P“^\ fijbaot Qy3 ^g3 Jaa**wJ ^Jt j^Sdlt ^3 ^^jtj ^Abo !^o 

Juki jt kkb 

<bt jiajj^Jl £d?bj jA ^bJbj Ljk *bu £sd2^ *J ^ibxit dJU? ^ jjsSlOt <3^1 tpjd ^a? ^ C^u~o *>b*3 Ja 

?4jt ^iotj ^sj\ ^La^t 

j^UJl JiV^P *bu j*P (<ul P jj*a*o j*P ^j^-° <Ua*^d bt ^Jait <UojU-a <\J Jpxj ^...la.1 \ j^Jt b)t ^tj 

post graduated J j** J ^-UJt ja Ja^uJi tiA ^ u oy&~ Ajy^> 

<U-Jaj J^^jj <U*jb ^1 p c3j^2j JbdAp j*>jii <w~^j ^b^A j*. 6 jA [jti 

i\j~* at c3j\p bbtj ( humpty dumpty surgery ) .... Junu* ^ ^jaaq iJi J**^ J ^ Jj3b ^ 

Ob^S"* J-oaj 4ia3t^&^Jt ^3 (jCtAjP ^t ^idP 

c-JaJl ^ <U?jj j*j ^t ^1 p J*d Jj3b bt 

^Jd^ju^o U IP ^iil ^tj cJj3 dJS' JLtip bt U 
OAj ^tjj dliy d?- <L3 ^JL± Cjbljj JdsdaA j£> ja J lM Luo cJj3 ^^£3 £^-jt jOJ 

j£ij %^t j^jii jjp JL*i bb^-ij Jit j^jiiit uJ? .j£\ j . wo j^j assisst J^*a jt *yryj j£*-» 

OUT jiOAj j^p jaj liver transplatation jt c^- jJ *jS J-n* j£Ua cJt a^ 3j ^\ ^ ^lit ybJ <u~Jb 

jA ^t jb^u <ulJi L;J? CLSjbo taiJL P ^bj^b • < '^ Jbil^t <ul^b $.LJ ^JiP (w^J^ 

Jbojil JA < Js>\ dU^-t^ Jp Jjt jS> ^ d^bgd M.B.B.CH ^ J-^bxit djJ JA obit ^^Ip CJi bo djjlp 

^ ^ynJ^b 4 jjz£a ^abo b^iP JjAj 

d^bj jJAj ‘b'^i < b»-j3 J j-° dbto ^.Jajt Jjzxzj (wwj^jj j^jlflit ^ 

^^p ^J>e ja ^ JaJ\ jfijo fif L r —iCj a^tj Jtj^j j^uit jjjti money maker syv* J\ pi*it 

C^P ^ J*P\ bt bo cJUit ^ <l^Jt btJ^j 

4iCvJtj Lr° ^ bbbt ^o JlJ^o dJLrfAi JdJ (wJaJt fdJ bo Jui j*j c3j^»t ^p 

<*Juj )t ^ j <Uj3 ^t ^3 <Ujjd2^ ®^bP J Jjt ja £j\Jlp 2~~ j * bbJt JUt J*Pt Aj^^La ciit ^JLi (£5 

pJjiA b jX Pj J5” Jjt b)U?jj jAftA) djt^^ft jj*to JaJajj 

Jjbxj dJbt tj^bjj (£**$ CJtj bijjl^- ^t djiJt \jLpxs^jj dJLip t dilAt ^JLj ..Jpu <U-;3 ^tja^l j 

jAbo jLl^OUv*wioj ^ iS^JJ ‘bjLl) J^jlflit <1^23 ^-*wJj (bt^ ^^UAti) ^t ^jL ^t dJL*jjJ »ww?b 

jUtj Jjjji cJUbt jp ^t ^^tb j^Jt (3j*b ^J <uJir 

J^L<La ^tj j~b*it ja A^\p- jLPt J^xilP <w**J JbjfrJiA 0$ Jt Jt |tAl3 j*J ^3 f ^Jb CJt 

dL*jjJ dJLotj^-t JjiiL'J* j^^t (3 j3j j^>jA3 (wwj^A ibuo^t jt-ip Jw^x^i ^-LJlP C%jJ ji ...j^^t ^3 

LUJ (wjIp ^-JarJ t j b^Pbj jL# (3ji^“ j^bJt ^*-bj j-^o ^3 Jt^-'it 
Jajp <U3 jSlij ^t cijJt ^ JJLdJ dJbt 

JjLo^t ^J\ ^^Ip^t <ij3 ^Aj-j Ujti i?jdvJt 

JLLlp dUSsd dJLbxJ J>d jLo j <Uod3^b ^La^-t j ^lP j^>jbg^ <uJ ^AJ j j^j^t jP db-*> djj bodP 

db-^A5 ^3 4aboP ^.jJt J& d?- jLojJLo b^pLo 4ibj ^o-bJt ^it^u^wo 
<U3 *>La jLo jjllait j J aJa^jt Jdd 


^a*A^ 05 j ^JOjj — pj 2- ** 2 * ji - a&i Juj JjijjVi uJs> 

: jJufi Jda JjAdfc 

dUlPi 01^ U^o dJL3 jJ j — Ji)l i£j J ^jc^St jJ u£» dlb-i j l^J ^Ply J dJLplj? J*A?- Cjj A^rjj dlllil L>j jJ 

Jjj d^*ol 05 iij^P Jjia Obd dbl tdLtaxJ J <w*^-l^)b ^^3 

dJbl *>b^l d^bxsA j U^- Jwi3 Cd3j La1d3 ^Aj Jw*^tj ^1 05 OjA ciO*Al j di ^jdj3 ^JjjIp JjlaUj j^AsA j^lil J5* ji 

( f»jbca c3jd^<Jl ) a1s>L*wJ d)l c3jl P CJl Oldip dJLLaj yy 

dJbu3j ^3 CJl j Jaip — CJl ^AJ Ol^aJ iyltf UJl ^dla ^bA j bA ^ j ££j~Jl ^lp Ol^-b- JJbdJ dJbl 

<U3 jdLjl (wwwJl CJl j) dJb~3j ^3 di Ola d^- j] ^Ul OV AjI d3 ( Obi jl ) di 

^ jl dJdjw^ ^ Jjudo dl j^o-° d^lj)! Vj ld^- ld^ bila iSJ^° jA Old^js^wJl ^ Ju>x)l £j*&ja :j*» 

• •••l£$ AiaAJl ^ Jijj <ui£*l d*3l JjIPj d?-lj £a ^iSl ^-\ bj OldP 05 JlJ^Jl dl^-l c3jpl JjIP bl ? Jwgxa 

£jOjdl c3jlp ^ 01 dP) jjsSi lg*3 jLa dl AAj d?-lj Cju~j jl cJO dJbl Ipjd ^\ jjsSi b Jaj 

l^ib ^i (*ip ^( j*jjT <UA\3j 

(^d?- I^j (S^Xsi di^a ^dbjt dl^ CdJbijJt OLdJaJ j OlJd^ll j JyabuJt ^ J-ajJl 

V ^Aj dU)l ^a^a ^ j^j <L^a^cJjl dbbjU^J Jji^ta j«j Ojbda IgA^i 

jfi L^j3 Oj^j£ • * dL^J UJ t a a jjlp d?-lj <U3 £*?u 05 bila ^J^s-a dJ jjlp CJt 

CJi dLlp yb d^- Vj <-b- jdAj'i j^bJi £a dLwvOJ pJci A a * dL^J bj ^ * * jjlP ^bl <L3j <^-jA]l 

jh-jj dL*jb dJL) CJ^ Jbj dbU 

JS i ^O l^j^wa I 1-fti^iV.'^ ^ ^ ^}oi b . . . l^*P J bk^whJ ^ j UaJL*jA d^ ^ i ^O bL<^ ^ w>»*wa.b dwvjJ b 

<bl ^Ip ^JdkwUA (£5 LaJl OjS" ijd?xi I p j! Ol^dojl /^P JOo ^Jb*o 

jjj dip *A)j Ua^P Jw3 JLi 05 ^il ^ c^mJj Joii jt lla^i W<^ :*Aia <up UJJ 

<u! ^Lj 05 (w^p^Asjj j^lJlP >w^ij Jibj J^J^ (>i*dj J^J^ jtP wb-ij UJ< di j! 

^lp blj did*) la J*A?“ d)1 CwaJp j) JiUl col^-l IdA Jda j£ J j** j*?~ do^-l ^ba*ib . 

dl JjAA jhO J ^pj\ j^a-aj jAj Jwjplwl dg^a jtdJl J^bj- 0 J J-Lfcb A3 *Ap 

05 JlJ^Jl JdJ ^1 CJi J5J* 

?????? ^Uajjp Jlal dUp dbb- I^JIT J^bji J JjV< iS) j*} A3 ^Jlfcl J*P ^ jilA-a bl 01 dlSOwJt \j*i 
l^Jp jdfl^A cJbuft jba dJb jdj dUSl Cj^ij dJbl ^Ip j^az&Jb j) jS3 dlSwwJl <^i A^-1 j^2j J^xJl JT iij^P ^3 

A^a ^ ^d-al Jj^kPb ^^Aj jJl jJl jJlj A^>jl3j A^-d jfi baj OljilSj (wJibi ^Aj jjlp j) .APj^uj 

^a-^ip '^3j-aj dUAi ^JLj jl 

bA Ja dbta ddla dlajilj Ja^w^oj J-^ 0 bft^ai ,»b»a U d^- Juls*^ 0i c3jlP CJij Jlibl *Aia JUd :j-> 

!!dji diSOwa AJ 
aOp (Jb-*u bl JUl di ja 

j^i A^ii /13 oiT d^-ij o^ IjJj meningitis ja ou JDi J**)i djy jp aJLij a^j j^i y\j ^£5 JIp dJLL^i 

dJb^-ljJ Jjbdl i3bta ^dUa?w di 01 j-W 2 ? jJ...A^jwuJl CJlSj.ddSj ijJ dOlp jLp d)^?w I 45 I ^JlP l^fi^td 


jJ J? A^b- U dj^P 6$ <^Uj I^CC^j ^1 ^j~ol b ^yAjl b i yiM jj^l ^ LijJl : ^*P b jtfj 

^Ub jjgx3 ^ 5 ^ J-^ 

A?-l j 1AP U ^IC — fi^LP ^3 oLp ^ * * CoC Clil j£yJLAj~£j dJS ^ jS\ aA^JCJI yy^^ b i^Jl^J\] 
j^oOaJl ^3 Jb-AJi y£ jti\j AP J^jSj j Ala.***.; <U<Jl ^3 A^-lj — Ob j A^^bCi ^3 cJaAp 
iSy aJsAp ^Ip A^j^Jb <u*jb ypj j oOTl = Ljj c£j» j JaJ^ j A?-lj ji 

jAP ^ ***** * <U*jsJ j <U^j ^ j ^*J1 = ^j&bl A^-lj 

ydzj AJb j^b j JlP ^3 aIaw^j aJsAp ^Ip £^ojJb I 4 JLP ^L*J J^bx^a aAt'd CoC U1 lip bjj AgJO b 
Sf j*J JfiAp ^Jlji Ail A?- <^1 jfi j£\ c3jlP j JliaAp Ail ^Pj AaJ^Jl cOjJg IjAftb^J j AJb-j ^ gvJ ^gil iSj^<M Abl J <3bdl 

JCJl 5 Lg- (jl 

JJ^ ^ ^ <r**2 

Aslabca OtJlAw*fi)l JjLO ciSl bAPCJ Ag-b- <^1 jjjjlPj^a j»lJaJl AjI *^lj medical rep. JboJl jtbl : y 

? LaLal ^.bll AiiJ bAP ^Jl3*il ^3 A?-La ^jtwo JyobuJl j UpC <U*gxj j AC*> 
^bg^j Ail ^-sJ' j*j »wJj Jl^jAoJl Uj^P..<wJj Jl^jA-aJl Ij^ol OtJAw^Jl Abbe* ^.^Jg b J^fjb 

j] ja Uj^p c3jj^jb bJgj attitude j aJ a?- 1 j J^ij J^oo <u^agx -0 

4&! ^Ip AaJ^jl ^ aJj Jj-i^ OAA^Oj ^ i^Ail 

Jbi^l OJti-AP- j*j Cjbljj ^Liw^wa ^3 JLa^vqI l)j£ j JJLiJl (wJpl ^Jli^fl Uj^P. ^Jli^l ^ l*-br <-***& ju *? JyobuJl 

A?-b- Jj*il ^ dJS' ^lP ^yLiww^-o ^3 


jUa^l J J^Jl A^^U 

AjI »wjg AAmJI Jjb jho J^-1j ^3 ^3 (Jjibofe A^-b- ^jiwo diil OJbL^g- J-aPl A*gxj ^1 ^3 ^jLiol 

^bcb diil Uob J^xJl J^xJl 

V'ji cr°J^ (^' 

di)j3l 

^3 ^^-Jl ^ l^kgxJ d*Agjyw d^l^O Iftlxa AP-bj jbj^Jl ^ djj^ APb L^Jl jbj^> jl ^jlaJl jbj^> ^A«b jjlP CJl *Abs 
O^fb-j biJjl ^3 ^Ijl OlblbJl ^Ijil ^%-bcJ jjlP dAAji^wJ jAJ CJU y?s*J ji^yupS- CJj-b CJl CLpC 

j^\j 3 Oji oiiu_,i j>u- ^ ^ oirb-j cvp > canula catheter v9 ^'3b ^'>Ji 

JLw*vT Cbl Jj bbta 


olJl 

www.allteb.com <J*- c> 

jjaSM /^ L_lil£ 

A.5.T ^ ulaII (J dL^> ^jjamll j ^ilallllj ^15 j 

«b! Jjlp jA cijlp ^gi)! J-U)l j «L~»>Lj 4 ^JJ| y +flPxAS jA la j 4 j! Ju>*j cijlp yj* Jabsi^a 

? dJL-*»Uj ^1 jA4^1' jA la ^J\j JbJij JlJ~Jl IJA j fiJA Jjla j jL^a^ ® J$ Ibj-Abj 

&*$ dJL^alj <^1)1 <b! j«j jLb-^li £31^)1 & J& i3jJt J j OlJbP j-a* ^ c-Jaii OllT ^ 

: a 


jlulVI iJA / J JaJjj JaljP 


^*1^3 I dJbijj^ v r w^>- ^gip J 4fcab^Jl ^ <LjlJ Jbb j 3 diJ IgsPLa OlJbP iJb- bJs> 0^ j <U3jJl ^gJLp dJLJjJ “ 

y jd^jl JljjjJl j cP^ £3ljJ l^«^w^1 j-jbta <bjJi J^flA ^ bbta £>bS Ju£3l jLb-^l ^ c)j^A dJL J J> 

^■^Utfbu ljjlb-1 ^!j! oljJl 

dJb! cijlP CJj b^b- jlbsJ bJ^ j <Ua dJL-aUj <b! l^sPLaj ytL~± 4Ji V ytlJ ^Jjp L*wa ^jLa dJLjjJ — 

. l^Jaxj jJJij dJjij<A3 y 

yju blP ^a j 4^-j ^ jLs)! £j«Abb J Jya^|! Ji>Jd&j)j la dJj) ( j*j dJL«*J liJj3 bwa^ IflJa £jj£A j] — 

. j^j dJUbt* fldS*' Jjoj ^;j JjddJ yjJS' dJUiijAJ 
fijkpxJl ^ y& ^jXA CJj t3jlP J A5»s-la!j Jbji^-UJ dJbuJj j <Ls*6J j dJL-alj y L^cS\ Ja-daJb fidS” dldP 

OJS' Jj<j ^gjJl 

iJ^tsA ^gUl 

fiSl ^ J j^lJ' ^ J- 4 ^ S**^ J^ ” 

jjJ>U j! radiology ji clinical pathology jl^XJ j) • 

j^lP j) .cja)< ^ ^-b- J^r'j CJl J j-^a yL^d ^ cJa • 

4 ouji oi^ji ^ dj£jt 4L^^a Ai ^u» jj j family medicine ^ ous^j dJiui 

y-*J\£> j C-*^sJ Jbft dJl^flj JL*»I ^Aba JyalcJl j j) C-Ja • 

J J j^3l J 

Cj\p~\y j OUlalj jjlP ^jJuj 

4Jalj l^i j 1&3 yju yA\ ^ b^b- jjl P j 

'L^euapd b»-lyr *^b- jAJ jAJ j laU- b»-lyr Jaiwail J J <w**s)l J JaldJ lUd» CJ< Jjfe cJa — 

Iwalval y ^tPxPJ b j 

J ( 14 ^ J p*j!* 3 J* 4r** dr 4 5 js 3 Jjf 43 ^5)1 ^1 ^L)! c3jd» - 

dJL^Uj Ja j <bl 4JlalP 

^Jbjl ^AdiP Ja y-\ yjf^P y\j JlSCa y dJb-j^i? dJS ' *btj OlJtP ^^a ^Jb^A y& ^bJ yju : 4jjlb-l ^1 ^Jill J-J L ^wa — 

^jib^ Ju>jw jl ^jbj Jb-lj jl ^3 JldP iilj^wa ^ y ^gJUl ^\£3\ 

^ 3 V J <0laj Jb-lj <bl Jujju U dAj <w~Jg JldPj-A« ^jb- dJbj^Ja bJa — 


JaJaJb <bj ^Ip 



•LI^J y LvJ J? (jjjj aJ Lw»o ^ d ^ ^ « bi ^ *^J ^ fi P ^jP,nP i?tjj i /yS y*^>3 l i, ■ ■ " ^ ^ J»a j£jl*j yf^ •LS^ I “ 

IdA ^ j^bJl JLj dJj) J A& $.U^jj dj^J A3 1 ^ dJbL AgrL- c£jl j-^ J^LdJ JldP- 

£dJ j <Ld j^xJ j£*nJ* j <Ld dJL»Lj J Jjfc A-paJJl dAjijdi J^Ijj Jb^oJl !La Jjfc — 
id^ A^Jl ^JUfiJl j4^j ^-1 ^ <w^-i J c£*bP c5^' J* cH 



dJbL ^ <£$ j) dJLfl3jJ J dJL^VyA Lj J! d^U j A& dj£j jbsg-'l ^ •— W — 

Ida ^^P As3yca JUjJ la j ^^;,*)L) c-A-S ,r J ^^a^askj IjjL^I c^LS* <— ^IjJl J s-blg^l j-a (J* JL*»! — 

<buJaJ! ^Js> JS ^ tSj j fidjjJ ^1 ^-~Ji)! ^ e-jbJl jl <w»»JflJl ^a j£\ j! J-alS ” ^jj $.Ua3 — 

fljLx? 1 -! A^wij ^%-^a £ld5l ^£d* j fldjj? <^dJl jP^xJt ^ ^_*Ji)l j*Lij ^1 ^-~Ji)! <wbb j- 8 Obpjl £-«^r ^g^P JL»>I — 

^ - n - rtrir~\ 

J^-dj dj^ «Lab APb3 jP dJ j^-l J dJL~aL la <3 j*j <^dJl iJd^-j Cbfe IdS* ^ £Atf CJl dJU dj)jib ladpp ^ — 

d?4 

dJL~aL c£^' jO~eu*2 jLfi3l j jp^fl^d Jwa3i jA <Lp*ps>u 0! dJL^tw-a AjL*^» JS' dSf Jp^a^j jA la jL*J *$ - 


Uib J5^silj ^l> dl ^Jlpl J L|J J^^uol — 


(J-^*J ^lil] ^ ^jVI J 


jjijjit j f Luuit 


J JjUj 


Oljs^Jl Vj! 

aJUjJI oj^J ^l^aj ^jg;a $j?yji jAj A^nj A^jJj^^i A^Up ^a J^abcj dJjJl c.^Jg AjJfiil OU2^2^xJ' JS' ^ij 

AxuJl ^^^a Igjli Jb- ^ dJiaj igJLjk] 

^a Jyabttjl ^ A^-lj^Jlj Ail ^^ytg- j A^lj^j! AjJ*lJ' Oljl^Jlj J-JldJ fijl^a jP^a^d\ IdAl 

Jb-lj ^ jfiuppxi ^ju <L3 dJb«P) ^ ydoft A^-^ <w*g*^ Am 3 Jl?s-a dJUL3^)La aJ^Ij <w*g*^ j^ajj^Jl 

SUB ji NEW TRENDSaJ ajjlUsJi ou^li ^ i!!!!i!!id^ ^.ij APb FIELD Ji: aj%“ 
Laparoscopy jJgiuJi j*dJ A3U?^b o^brsJi ^ uy^j ^Uaii ^ SPECIALITIES 

^gUl J! A3Ug^b Obrb*Jl J^) fidj?- AajIw fijjlPj <A^- jP jLo3jzJij JjJ^t Ujb 1^3 ^gUl j^Sl j^IAa|j! 

^jLa J^ ,, AdfiJj^J' ^a JyaU^J dJj^ ji Jlfllg^lj aJpIJ! (Jj AJlJ' CjLp~ppcA\ ^ ^Al3j OjSo 0^ jP^qpCJ 

I . ^ ^ * A -a- *? . .. . , , a! A i A . ^ Ci #A 
y ■ JJI J 

„„jS\ La Lg>j3j jjLJU IIIIIIIU^- IIIIIIIIU^- ojJHaA dLij $.lJg*>U A^^Jb Lgj-A?" OlJUb b^la 

^Ip li?li?- A*£ Ojj?ld> !La jgup^dj l^j! LjJaJl ^Ip c^*ij Ji flj~a l^j! yy> j&\ lua ^ijji l^j! labbU b! ^ij 


..^Jlj^P ^jl$£ ^ja OL-Lwj! $.Lu)l 




LJ\j> 


j tsssssss « 5 ^ Aj b bJa J j ^Ja3 STRESS^ lJ*bj L~bj J^a J^-!j 

<bj~*»^l IgjL?- <-bb>- jjIjj OlJJbj jJib <^l J^3 


«Aj«A^- <L3 JT «b! cJj3 la bV l^ijj Jjb Jj! £}ba bj^J f3X? IliJb" j-ai^- ^l^aj ^3j 


JjJ^Jl ^l^a ^La i^^wPj kbJ^Jl *jbj JU 0 J~a 


/^a ^Ua.J Ujb blj jj^SjJ' (_£j ( jiwa l^jlj jLa Ujb jl j^Uil OjJaj bui? jl Ol^.lgll Lj jp\s>~ U^ d^J* Aj*>\j 

..eJjljT l&t*bl 


JUIa^l 


Jlflk^ <L^J*>bj! OUll^ll |Ja ^a Jyabctf i^Jj! ciwJflJi OUm»U Jwo^-I j- 4 " 

Jb&Sh £a Jyabbl ^ J *b- ^3u^i <LpyjJl OUa-A?xJl fcb^uj! 4 jj c<JL?T <bua!j 4 j Jwo*jl O^bjt* ■ 

^JbAj JbikVb ‘Us’bJl «b*bcJl Jp\y>\ ^ J^btf c'bbsJl iiU Aj cfljSyj! <blPj)l iibAj OUUa^Jb 

c^-btUj fijia^fl]! Obrj^Jl ^a J«abb! ^3 c-Jijl jO^as^j <Lbb jAj cjlflk^l! e-Jij c fl)J^b 

Jb&Sh ^3 c-Jii)< 5 JlakSH ^3 c-JiiJli obrj^Jl Jbt* ^ j^jj^<* 4 Juki $.1*]?! J^rjj 

<Ubs-b> OlJlSCa^ ^y^sj V (( <Lpyj)l OUa-A?xJl '*b*J )) bJb) tJUt^l Jwo*Jl Olj-^-a ■ 

cibjJl (3 Up! ^3 <^jj3 ^Licu*wa ^3 CJJ j) ^Jbjl <^3 «b?- ^1 ^3 ^ iia:j ^Dl ^J^-l J-IaJ ^1 

OLi) ^J%5 !j^3 c<LPji)' OUi^>tJl j4a; '-Laj ■ 

1 jjjs Oj^P ■ 

<b*UJ! Jlfl^^lj 4^bxJl Ob^b^JJ 43Ub^b l^i^^lJ! ciyu ^b?s-« l^^J cOlajLtj! ja U^- "LjS 

^jPU ^Ul <u! ^jju jJij bLilp c ji»j^-i^j la jjjJwajl JUl?*i! bUS” . ^ 


ilxll AaIj^I 


iUs’b^J! Ol^-lj^rJl JS’’ C^ryf" l^llP' cOl^-lj^rJl aI 4^U]l U J? ■ 

U^- U^- U^- 4Jbn-a l^j bJ? 

Lpj3 OL^a^cJ ^jikll ^3 OlJb cA^b^- AjL^2j A-JaJt bib l^ilb cjSsJ 

jJ?l^a «,)ggll jl^Jl <b-!j^- c jJ^luJi cjuk^l cAjj^bjl <UPj^l ijba 

4-abjl A^-l bJ I ^^s- 4 ASjb jl^Jl 

^3 ci^bcj <A^- Jjlj JlJL^^l J^bcj bJb! ^yiSsj cObLJl u^i AjIJ ■ 

<y<-lP ^.Atob^b jl c^ya^t^Jl wijU ^ 

b^uuj ObJl U^- J^b^ ^gAA^j i^r*- 4 ^b^*- 4 j Abb" bJ? ■ 

b^UUJ j4~o jM^u jjjjU- ^1 J5} 

c flJb! ^bwo-^-j cO^b <J <‘j^i^’ Jjtwbw*?- j! ^LbwU»wa ^3 <.A^s-^ajl ^3 j! Axab^Jl ^3 " 

<L3 blSCjl b bl~b3 j) 

c3 >j£ 11 cJ? j«iw<Jb <U*iT Ij-tfJb^j UkAj d^bu^j ^ " 

<b-!yr 'j^y bJ? Jji H ^0 



OUgpti)! <b!j Ljpjyt\\ cijJi J <^!j! : l$3j*J <U^sAg OlajLca a~<& ^JcS* l*Jg 

?^!jl l&bca j*p£ cOlflPlAtdlj cAgAjgjdl Oljk^-j 4 j! 1^3 



^jljiajl j JlJLa»*>|! ^3 jjsSaJ! JaA>j fijJ j*ojS* aJ j b jA4^' l*Jg 

obrbJi j jfi ijJUfcj 4Pj» SjJITaJi j cardiology i' ^ AjSL* aU-$> cJp! Ija 

aJpL <bLp fj**{ ibLp ( Jpjj£La\\ AJj) 4^P ^j*J 

^jbxJl ^3 !A?- OjJJaa IjA *>1*3 j 




!A^- U^- U^- jlUA jfiu&xj jjA^sJl 
\Jo\ J^» jiy» 

<LLa]I JJj Jpjy^\ cijJba?- AliSl c <uls>lj! ^3 JS" c3j*j 

j' cA«^j! jl <.(wJlfl)i ^9 fiA^P OlS^ j) cij*j ^»j*>fj 

(^Ijl fibta li j *l 22^- 

cA?-l ^>Jl OUfl-^xj Ji” jP kfb- Ji” ci yu ^j*i JUS" 
IgJ jAs*»- ^1 A-La)! c3jM ^j*>! 

AJUajj^ cPibxJ LLs?- ^Ij! l&bca cAl 4*3^uJl IgjlflPlAa* <.Al A3 C3j A?-L?- cAl Igjl^k?- 

<L«Aa Jy^t^ Uj j£> jJybxJl C.'.yJg j*>Aa- U C jSAj 

A^-Jl C^x^xj <LUa)I j) ^aj 
6j~£ A-lb Jp aLw^Hj jjA?xJ! Jlp JbT <.cJlAi 

SjSyJl aLaIi ^3 aJIUa> j~P IaJ? 0^ 

fijS^dl AIaJ! ^ JjcALj ^Dl jA jjybxJl c. ^ Jg J) jt3j*J la j*»L 


C<wjU (^ipi jJybxJl <wjU3 <L~Jl} 

62 ULpyu* ukl) d^L*]l ^aj Jala^j jAi^- jJu^ CJjj 

i^Ua j! La 4jL*J| ^shlft clyw^ii £lj A^P^ ($t C cA5*i^ ^Ij A^P fljjJ 

dJlplu Jp* c^^JJ 0L*)l la Jjl cjjA^sJl ^3 !A^- l<k^a ^3 

jA^x^a OL*Jlj clgJir (A-i~J jAy*wa j yiil^lA-a 

^»jj fli? cA-bJ^^wa ^jjLa <.^^pj la A*J 

JOiy^ <aT j! aT J-^ag- AA-J j^A^-la 


AjA^- JjL^» jUAip &yx~pj ^>^ l% 



'A?- AyJfiil OU^a^xJl A*A**i! 

4PI«m«J!j jlaJlJL c<w«^«igll ^AmLi^]! J^aJ! f jP> iA^ju 

,fl»‘.‘l'j cOLUa)! A 3 jPj JgjAwJl j! 




U^- «L^xa?- 4a3jP 

S.l±a*a! *>b cAjJftJl JS” ^ Jb-b btyb> 

iJaJl OL^l?xJ! JT j£ cfl^jj^a jJj c0jSs3 ii^LP jjSo 
^!j! <Wa^ s-^Jj c<b! !jC&& <b Jyo*a^j C U^J^ <w— *>luJi c3yJ JUiJp 

(Olfli?- dJLaa jjlPj dJLbrl^fcj J^jl c^^iJicUvwd! Jb 
^jJajl Ja^ajjl ^ lJb>- fL^j^AAP^j Ol3*!Ap Jyo*? c«LaJbJ! Obfl-^sa)! <bV 
<La*> LJl £aj <d Jy«JU dJLjJ^ b <. j~£ ^bj^Jl £a dJULaUj 

U^- fij^a 

Ul?- IJl?- C-xu ij AJLaJ! ^^aS^b c X *A3 ^^Ip <L*JI>V' CblS* c Jlaj 

c^yJpUla c <L.»iliia «UJi! cdJ^ *^dl ^ip 4Jj^ Ol^-j^ 

L^-*>lpj ^L-^bsJiJ cAJ^kJl j-aljJiJ! fijia^d j*P UJs> d£ 

j^jii 1^*3 OUa-^sJl jaS*1 

OIjL^cu*w<J!j c jSlj^Jl ^Ip caIj <> j**~P CJjj 

MRIj' CT jf* sonar ^ J*^j 
sonarj^j X 3 ^h bj bJbi cdJibLp dJU jS*> bj 

cdJblJl^aJ u**^ jjJaaa ^SCo-aj 

j-i*>ba ^3 ^i£aaj MRI J'j CT J< Sj^-f buk 

j-a^jb ^j-a^a £ — V* ^3 I^uj 

cfljj O jJJa^ btJ^j 


xll AiJal Jl 

♦ 


«LiaJ! ^jLdl ^ laU)l <ub>lj! c£jLa *J\j 
IJL?- £*j!j <db^a 1^3 JjLdJl 
«b£>bJl «Lb>lJ! OLa^xj JS” jP Ob-bdl ^la«a cijlP dj£j bJs> 
IgJ (jj Jy-^bia)! Jiy ^jLa UJ? 

IgJ OJy^-aj clabJl AablJl J>b Lpj3 OLp^J ^3 tfiJi’" yS> 
4^JyU)lj OLo^Jlj C^lwaJl ^yU)lj <^.Aj! tO 

^jj^UjjJl j£ug&c^\ IdA ^L*Jj j<Apj c<bua!j O^bjs-a 

jJpLjl jiL*yj la U OLj n# A*jlaa cfijS^a A^Up c^^ikb C.yyJg 

c4-aU)l Aal^lJ! J>b JfJb jfiUfi&J J^-U 
ibjlgJl Jl^a <l) jS»^Ip U cA^-l^- JS” c3ytj ^giJ! c ^Ja.1 ' J! 



....fiLala ceJajl ^ A^-b- JT ^ \jk&- cOjjjjj^a 4 jIj3j bJ? 










j*. 3La JjJj <Li5>lJ! OLaAM ceJail OUfl-^6J Jw«^-! jfi 

OLa^sJI OljSPbj 
CJjj c<Lp^i)l db.t JjJjtll J-wo 4 j JygjtJl 

ciAi-A 2 Jj^J c J flaOJl jl^-j cb-bpla»*> taJ<-UP cAaIpIJI J^A» 4 £jlP C-JJ jJ 

Ecgb& ^1 *L?-jj! dJb! <blflSj cL^-jl^Jl fiAballj 

M j^j)|l" Ol^-j^Jl JjO AJJaP cOU^pt3j «bO! JjO l£jIp CJJ j) 

«bO^! £jzj jLo aLqjcj ^gJUl L?-l fiAj 
a 1 *Ouj b^-l OA <w»bsi' c^j jJ' j*P OA 

APlj bjyb^lj c^JbcJl Ja^ji JjO c^jlP CJJ 

JjA j~ajJl <Ubj^ UJ? JjO ^^ipj dJLJp 

SjJ a~*3 Jwoju?- jl JwoP- «X?- A^Lp ^3 V) l~3 jLi U 
Oj^j^}\ 4jUa)I b^'- cfijS^ 0 AjbP ^jlP Cj| 
Jjixa Jjjj J* 1 *A«J J^bi <— >b 4 ^ A Ol^-bxJl JS*' UJpj 

fl^-j fljj b^-!j c^Jfl.AJ*j< cil^a c<wJi)l c^.lgl 

la c ^— • I fill ^3 jX£i c)_^^ JlfcP b! IaJ? 

;<L3 \jJp 

ObbJl ujw?I j-a cJLij! Aj\J dJbj- aJUO 

jyja^tJj cOAbdlj c^Jijlj c<bb*jl JjO A)JaP 
A*-Ij^- J>b 4 ^ lJjJJ 4ibj jS> fiA 

Sf *$j jjOxJ Jya^u*j 4 JH j) J^ib JlJLlp cAJIS^! ^ p*«& (j\ ^ 
<U?- ^ U»waj cAJ'ji CJlS* lAl Vj cObJU ^J*>la j*P fli c<L»oluJb 

^p ^3 A^bj c^bjj jSC<wa j£l c^|bJ' 4 ^ <m *xs» - 

4^jJJl j! Ol^-j^Jl 4^j 4fiA3b)l j*P Ob ^3 

cAJij^I Obn-Jl Jbn-a ^ U^- Olj^-i-a e-Ji Ob-J? 

> LflJ' Ojb ~*3 ^3 olj^ ■“ fl c w b-a c k_^l3 ObJ? ^3 Ola^ 

1^3 jAJj cI^IjPj ^lll <W?xOJ^ OlajAx«Jl f^S" cbjb 

OJjJ^T OlalPAj ^ J5j 

4AiJ!_p- ^ 4^jl3 DjSi) 


(-jL^&Shj ^-aI) AaIj-a 



4-^lbJl Obfl-^absJ JjJb 

4-*<?b- 4*-J? ji b-b?- <wJlka JwoJtl' 

ob~Ji jfi Neuro J' jJjip c'jl^- iJ?u lJ? d^j ju*>b 
Ob^i ^ aib- Neuor J' aib-j 

uV ^j^ja cdJLb«i a^ Uii 
IJ^- Jfc«b 4~U*j! £lj field C j~o£A dJjj j*P a^ 

£-Ji ^ center ji* akU. ^ij 

ObLJl LJW’i *b-lj^- 4 jLJ 

4Pbi ^3 kybs^J la j*P ^wjd la ^3 bJs> 

^bsJj^h *b} la c^bsJj) ^3 iibta Jb-^ljj 

4J *>bJi) c^ dJS' Jjuj <.<L*kib «bJi!j ckobsj 

kuJUl O^bJ ckuJUl j*P di 

«bjba ajalPj «L*-^ O^b- ^ 5 ^ UL?-I cO^bJJ dJbauba j*P a^ 

jlp Ji3 c~-i d^br Neuro \j2s ^ bJ^j 

<b-!j^Jl Ol^kb- ciytfj c<d JukXjb- ^gJUl 4 j! ciyuj 

a^jSCll O l k k u»wJi ^3 jS> c4?w2Jl ^3 Sj?rjA ^JLa 4J! a^ jpu&?c^\ Jb aASCjlJI 

bj <bcabJl ^3 <LjlJ C»*aJb- j] 
«b-!j^j j^lb- j ~Jb-b ^^3 b J! <LJb)l «U^JL<j! 

<blP h>-\yr b Jb-la ^ju 

<a^ JiLiJ! Ji' c3j-£J d-bj c J-bJ 
i^ljjjba! ^!<A3 ^£jli dJb! j^Jaj OlJLlp ti^J ./? *tfbu ^3 Ij^jj 
dba la ^ jjJjk blJLlp c<blP «b-!j^- Ijia bUSj 

aJblj Jl3jCJ' bj c«blP «b-!j^- j~U*^-b iibta a^j £^bs£?- J ^ZJ-ju b j) c4A^ d£ Uxjj 

Ojjjjjjxuuj ObJl bJ? 

jb^ b- jLa dJLb«i c jb-^ CJj b Jjl? 
^uijj 4AS ,r cC-U^tJlj j) 

^btJl (,, 5 ^' ^jJ<AP 13 ^j^Jl (UlflP^lj dJjba! O^Lp 
^a t“ JS'iltelP ^ Jb-^lj ^b-lj ^Jpl 


jA^I j uifill 4 aI 


Jji l^b- ^j-ib ^giil cbbj^Jl OU^abu bJ? d^ 

bbj-i c^jlg-^' C-J 



C£J*Aa <wi3 A-1«P JyalPj 
IjAL^jj ^a £jj Si J! A^-jjJ 

l\Jub\ JPjfi Jj^Jl la c^LP-Sf' j^U)' jb' jfi\ l^L?' 

cLip u 

lJb>- !JL^- U^- c-Jjii! AjIJ 

OLlaP C— J cclO'j^-j cjti^a) 

^3 Is «>t^J la j*P c Aj'^ 1?- ^3 t^»>\ ./? a ^iwySla 
OlPl«a t“ <J y . 0 Jb-lj A^*lgP JJil cAJj^j cAj! ^jl*lgpj 

J«A^- aJpIj c3 y6 ^l^a UJ? 

^ te"\yr ^l^a cilS*' '31 SJ&XJJ c<wJi)' J&ij* JULlp 

aJ Jij ^ J *?£ ' yiaj JjSit ^j. 

JJ&~wa j ^JU^-la j^l^i la cJUaP^I'j £t«Jl A^-'j^ - l£) J^' cA^Ui' A^-lj^Jl j*P b 

j ^wU^-la l^o-aj j&A ^3 <bl la 
jJ-^jlj eJLi)l 4?-'^ fi'jjsS'i ^ cA^Ip A^-'j^r j y^-la Jb-lj cJj 

C-Ji]' <A^*a c'Jbr AJLli jS"la! ^ jS> c<b t-^aJl ^ Sj?rjA ^jt-a t jSup&C^\ 

c aIsm^Ij ( Jl£’jcS’ laj laj j ^^^-la OJb4 j) 

fijS^a AjLPj c jJpLJ'j cj^UaJ'j ce-Ji)' cU^- Ajualj JjUiJl O^bjfca 

OLUjJI *Uj ^bj^Jl £>ltf AjL*)I ^3 AjUjj cOLUaJI ^3 JP L*J cjjcuic^- CJ)j 

^gj^lj! <wJi)l jjxSi 4^3 JjcJiJ l?- c<blP ^iaj Idj 
clgiajc^- ^Lil OLL«a]I j*P 



aJL^J! A^Ij^I OLa^xJ' ^lia*j! A^-l^ 
U^- U^- U^- ^*»'j dJLU«i Jb^s-a 
diJilP ^ c o Jg 

^lli*)! 4-^Jai 'j^rsJLrf 4-ajjlajjJl j£\jA*$\ ^p jA ^Jflxaj 
c^aLa^' dJLU^) j-P 0^ 
Olaj«iJ ( ^?r^ < ‘<j*~&' 

cijj-iaiJlj cA-S^jl jlliw c jJjluJ' j;P UJ? 
Jx^» t^J^Pj A^-'yr ^ c^Uwaj c J-^r A^-i jA^sj 

A^s-^b OlJl^al ^l^s-« ^^wa dJLU«i ^ ^ c J ^ ^ 


\Jp- \Jp- \Jp- AAA y> ^liaxll AjIJ 
(,A3jJJ ^ cAAalA aJs^ ia-btSJ J^-!j ^1 



cfiLaL- j! <Ua~ajaa btJaj 

La j! La oSl^a j» c ifly^j j-P 


cjj~*^Jl ^ OliJb cLal^- ^^UaP ij^^ ^b^t-a <U*jia JaUJl J*$j i02 

OLll dj^Jb <w~aLa j*P 0^ jfi+flPcA 13 
^UaP 4?-lyr Co ^L?- ^3 j Latfr la ^1 LiiaP! 

l£a j^b ^ fljj-Aj £jbxJl ^3 Oj.llfl.aj cfiji^jJ ^J^J^ dJLU-2> Jb^a 


*b^bdl 4* uiVl 


♦♦ ♦ 


AjO*>U CPyi)l OLa-A?lJ' L?-l bbl AaJo^I 
OLLLowj! ^3 aaJo*^' ^Jil <Lab ol?-j o^Ip ^aj 
4Jiowa AjLJ IgJ jjSsa fl^lp jxl 
l£a jjwb" dljja^bj j yO^-la l^Jj 

«L*Ji>*>U C^bUl OlaU>to»^b bJa <Lsr*>bU! <bd>Vl 

i£j>-H\ 3lJi)! 0*iL Jl j4aJ 43U?^b c^ljjSh ^^j-a JT bayia 

l^J *J>dl J&tj** c3j^J clgp'ji'j cAaL)*^ 1 OL~aLa! j^j-b il*Ja ^JW? jfiUP^H 
l$jbrj.i »J c^ljj^l 4*abaj &Jp j^J^b ^j 

Laa! j 4 Jj^>-U ^jL-^Jl ^*>bUl Ij^JiLa La IJIPj 

^*3Laj LjLa Laj c <. j*p . Sj £*»lj JJbi l*Ja 

j! ^br c j~T ^ LjSj cCLJl fijy- 

l*br 'L?- U^- OjJJaa cfi^aj 


ol ^C'V) <— Jaj i_Ja]| 

♦♦ 


»ljl ,/gry-l <b « ./gpj Oo2a jl 

: JaUa fiJP 

to JrfJl 4aj" oLapSlI eJ?" Jl* L-JaJl" obr JJl 4aJ : JjSfl &&J) 

^g*3 Lj Layia ^JbUl Jji <LJaJl j^jlCoJl j4*a :Lala j-A* <J •LS*'! CJl :*ijl 4ab^l !j)LJ ^^Jl^ •LS^I 

oajJbj Neurology ^ oajOa Jlp Jouia LI Ju*j I LVl j&* Jlj L djJbJl cJa3l ft fiJbnaJl Ob^jjl 

.^ta ^ka b^i jS 3 j ^a^Lbb ^L-Ji JJPsychiatry 





^ jS* JlS'jcS* la bJb! flb^bbJlj jJJl ^3 OblgbiJ! £b2J Obcab^JU ^Ip^l jJbrs^j! j* IJLj <Ul£jL<j! 

• J 4 ^ J* 

J&Tji *^J blbJlp ^b)l ^JIj j y^rUJi bbx^a! J«3j M JjbJb <j~jV! bg-!j jO^gshj ^Js> !^{j»bj s.bb'i! b! £3l^jlj 

j^gbi) *\ iiUA c-jbJl bSf yS> Uiije ^ij ^ (Jjkjl j^J 4ibj]g ^ J^3 <btab^Jl la! £a^tJ <btab^Jl ^jb 1 - blSCa 

. «bbJl y^ <bU) <— >b£Pl j)j^» *\ j ^ 5 -*^ 

j^!ySl! j* J~l3j •••• jjbuJi bj^uS^b J? £j^aJ! J 4 ® O^bJl j4*j ^ j-^figbJl j*j JglJj! ^ bj JpJlj 

• J-^V! j* JaJb-- j! ‘WaJlP <L~aP jbi^p! j' ‘W 2 JIP <L~jb jJgijPb j^iaj lSj^^ 

<0! (ww^j J^tj* jj^h^i b <L**aJ| £bi blbJp ^b)l ^Jla bj^J ^1 ^3 jblbJl jjsSjJl 

4.w*Jij Jp\ yAj !Jb <d^ <ub y J^ij* e^bfip^! C.*.«Jg £~£j lT^J £uaJ! ^ ^J)J <L*~a bjSo *>bw ^..^P j£ ^P fi«bP b) jtlgtfila 

. bj~uS^b O^b- j4^ J&» 

^ y^\y j! ^ l^jlT Y * * 0 h^> y)jJ BMJ Career 4l?rs-J ^-y os 4kaJl ^ btj^j! iij! 

.^b^l 

2Ujj*J1 ^ eJai! U?*y?~ c$j~»J! ji*>bj *Ag-!j l? Ip £y .... j~«!j j^bi bjSi bLiip 

#l5 -*j!J! <wJai! OJ^-I ji cjUapIj ^ta U! : j^bi! ^ip dJbs-^jj L-^jjJl 

"^-Jl" IgJLi 2jjj JiLi ^Jb jbiJp J*>b- jj! Jb-!j ^ h^p^p\\ h^-yl\ 6* Neurology ^UflP^! cJg : ^^! ^aiJ! 

!!!! ^tj! ^ JPjA J}j£\ ^ blj .... ^tj! 4 j! <jb3 ^P laj 

ubflp^lj AiP <Ul5ij S-big^! b$.*>laj ^?- bj cij^ta J^Jeus 4?-!j«AJ lalJJ ^jJbia jfiugpo 

Jp!j3 J^| Jajb*Jl Jp y bjU? \y* <^pyj *>bw jP ib^»! < r ^pyJ bJ ^^-aj]! ^»*Ap^! !!!! oLa^AJ 

jbT ^Aj-Pj bUiP ^..jg-b! XP /i j! fij)j3 /i Jla cjbfipSf! cJg ^ j-^a ^UiaP jJLabjt^a .... jp^a^cS \ ^!j^! ^ t-^^Sl! 

.^liaxl! Ujij'Lo! 

. <U!!j fiT ^lla*]! te-\yr ^b^! !j*g*-!j ^abbl bblJl $.lJg!j cJbfiP^! ^g-!j^- $.big! ^P c3j-J! Jjbi ^ (3jj-^-a i^ y a^agebl IbA 

Jj^l 4uS> 

fijljj ^ ^UflPl 4^4^' Obibcu^wJi ^Js> Jai3 j^axia IJL^I |JL^ JJb <L3 Ags^aJl fijlj^) ^Jb c-JjJb)! b! ^b)l <UP- 

.j^gb bgxa ^3 jA Agwb! 

j yU^bJl $.bj! Axab^Jli cjiJb^b <lJIp cJbbl J^g~a j^3 ^bl! <w»a)! 0^ 

Jjbbj JjlP j) Jwoxaj ^b^g^Jb JiV! ^^Jp ^*»J ^ffjgfla <bt£»! fiJ4?rb -a blSla ^bgo <Ul :bJb]l <w«*)! 

.fijlj^j! ^ y& yy* J»* 02j 

,<blaSb Oj^jJb OiJj b! 

* »«-j! j^-^j! 

\j3\j*jj <Ua ijjgrtJ ^big^! JS^ Jilb! ‘— , bAP*i! JP-iJ* bJpb^ ^ OS j^jj Cb! ^j-P Ob-bJl ^ ^ g ti,; JsJ^- la* 


Jj-Jl ^ 0*>bbb IJLJ bJLP Jp\ y t J* <bg- iLk cJUaP^flj bJ<^ iaii3 £j-y?j egLy2P*i!j •••• 

j-^H Jb~a1 c. ^ Jg jiu^! <tJp 6*b! J-oj jJib ba dJlPby jiajj^Jl J! I^t3 dJLiSo j-*]! ^ J^g- OIpLjj JaiwaJl ^3 Jgj*Aj 

. ^b ^ys^xJ ^3 3by*>1 

OlJJb JJl3 ^Ia3bt^ ^ <L3 ^ gfl,; *b?- ^ I 63 Ot^-bJlj <-yLy2p! ^*>jj ^ ^-*>jj £ua ^_*»j ^3 <^jlp ^1* 

Polysomnography^ 

JJjJl ^ dJLb'-j L&jjj^j ^gJ b fo wo <b-!jg^Jlj dJgbJl ^JXJ bgJ y ^J 63 Stroke £bajJl <b^~*» <0l^- jLa btJg <bb*Jl ^3 bJ* 

Maysthenia & Guillan Barre & ALS 

jJjjblj jSIjSj I^^La £j-yaJl c cJby2P^!j £tjl j-g-lyr Uj jlisP^I £aj <L3 , t gflj dipby £j-kl* 

.OL^j^uflJlj 4jj3*il aJLj i^jib b«3 Lfc jJU.g.j ^ ^ 1C 63 Obd^jl 6j^- j^S" Ob'b' ^3 ^ua 

4-^LaJ' ^L^CUkwa ^3j . (wJaJ'j cJbyaP^I cJg :OlA^tJ <b^b 3)jS^-a jAj j«yta ^3 JjJj>- jP^fi&O 

3iLa <u»jb <L3 ^jb Sjlj^l £by J-a! ^ ^jJl Ju>yuJl Jjj eJal) 

i^p JLi Lup jljw b£~J ^ujJi 4^L» ui Neuropathy ^ Epilepsy Headache yu*-j ^Lap^i ^i* 
bJlp Ijjwbj ^ywaJl l^Pljil ^3 Ij^b^y UJj .... jb£> JJ [Aj3jJ^j ^ii! jSwJlj JaibbaJ'j cJLii! £jzj 

£JjJJ dJLxia uuS) Jyifljj iifl3 <Ua Aj3jjuJ| ^ ^»JJ J-O 6^- 63b^» dJbta jj 6jbu-a <L3 yLJl 

. ^j3*i! ^P *L*J jj'j-^a 

^jjJl vJaJl : kJbJl 4kiJ! 

OUi^ ja! jJb^Jl ^by ••• dj^H j-a balJJ ^jJiia jtugs*j 

^bigSf' i^Lbaj j^bJl b^twyy?- 

^SsLJl OSOl jj JjjJl J5" ^3 4Jb O^biaj <w*^Sj Oj^xj b^3 ^JU)l <Sjzl ~ *a ^ip dJj&j StlgUia jbt)l 4w?j iOj^yJl 

Li bat 63 djij^ j^g«j ObiJlp Changing the mind ^b oi_^» Sjlp jy» cilM j-yji OjlJL> 

j.Li?'^! ^ J! ^r-jbJ . . . dJ b^baj j-a dJLLa! dJLj J-aL-j 6dA jU)I 4^-^j yb J^bdl ^IjP S-bJ^I 

.A^a^opcj ja J^g^J 

Jai3 ... j^bJl jjbj ^glj ^byu liJ . . . <y-j)l c--yJ< jA IJa 

U^- U^- U^- 6jJ^ 

*Jcl £ *y U;^u jijfcbflj ba yyJl JjbJl <wbb CJij ObsAsflgxail cibtbg^ c3btbgi yLJl 

^jP ^!j ^igb^j OLa^sJI 

j^O^-ba Jp~a*£ ^JU .... JyaJb Ijj^a ^ib dli bj 4 jU) dAj3bP- (—>b dl^b- ^ dXfca ^ij J&- JJ ^j\2- 

*Aia JaitbflJi iSj ^ib*Jl ^ dJbta dJbug- 

OjjjiJb)! ^by i^JLwuij <byy ^3ycy>- te^jby yyj bjj bAiP Ob^*>bt)l ^a 63 j ECX ^i*biP uJl J^» c-*gfcy ^^13- 
i^jali" Ji«Ii J jaj schizophrenia fUo3 b^»i 3j& .... yag^Ji ^ Ju^i jjbv> cJaji4- 

^ dJi^3 63^> uJg DISSOCATION yya^ j s-bJi bat ^ crdj "J^' dJLS^b J^i ^Ly23 :y^Ji 

Hyde & Jackle^y i 

^b^tJj ®jtr^ ^ Ij-ai Jbilg*^ ^*jjJl iwJflJi :b^Ufljl i^ \ jt&J *^3 j^b \S> yi)! OLyt^xJb ^.^^^JlaS" 

0b»3)h ^*>bp cJg c iijiyij ya^bJl Jfi ly»!j Autism ^jsJl ADHD 6b^^l ^yjj J 9^ JfijA Jia 6j^- 

c.JaJ< c^ljjJl JjJbil ^ Oj^Sdj*?- ^b^taj (wyt^g ^^-*>bpj ci-a*>bJ j-^a^bJlj jybb^Jb ^ili^P j«yta 

J5*bbw<J 3jJ-bJlj Oliljgxi^l $.Uj y^Jl JSlbwJb jLcuJl eJail c b^-l Upby j^ybajJl 

( w J a Ji ^yaj ^ ^ ,1 p j3j*g- <b^ <w*AbJl j^bJl ^j b^3 Jj^uJl 


Jsid j£*la! V ^ ^ <bSl j-A* J-8 j&\ U^- U^- S-^"J di^A-dl ^ d^P Jb&* IJAj j^a^tdl ^JLj j^bdl 

).fij)j^jt<j!j 4&bdlj d-abdl) 

L Jj3j dobdlj djj^uJlj d^abAjl OlJJb dwd' fljljj c^JU c3jjX«j dcabd^ ^3 jt dwdl Ojljj ^3 dj^»u <uJIaj j^6 - 

dcabd' ^3 Jjw <0 j*d 4 -^La)! ^ JlflbSd *3 bbi^M £^P ^ OlJJb dcabd' cdb Jt?-!j^j <^j3l jlkdl ^jJbu*wa 

dcabd' ^ > %p\ Jjz* jS> jlkrfj! ^jLX^oi ^ bbi^J dtabd' ^ Jjw d j*d bljA^- ^ jJjAljdJ y^\ 

!!!!! Jsii d^-jb- Jj ^^U-b ^-**3 ^A*LP j*d ^j! Obcabd' j4a> oljj j*o Law IjbJ^ bjlj^JJ^ Jb4 ^ Jj 



jjjjl 


£lO *jj OLiJ «L3 <b*i !*br ja^a^a 

<L3 jjJJl JjL$> Jjbi <Aa> U Pj^OP- dibi ^ ^U-« Lab 

L£2\J* jp~fi*6 Jap- Jbjfate Dla 

62ji Ja-2> J^aJ< <Aaj 01^ iSj 4s^3 £-3 jJ jtf-jbsdl ^ Oljbtil Jjib- ^gDl jjJJl Jjbi *bu Lpj^ap- ^ijfi IajIj 

^fcJbdl dj^ ^ ^jJlia* ddbd! db-d^j c£j' ^3j 

te^-ljj £J«AA ^5 *sj Jjbdl J3 jj JU^! jdialA <b^ JU-jjJU iJb e-~aLa L*wab- 

^Iaj ^JAJ jj-jdl cijJiJj <Ua lyiaj ^LS* <w~^6J <<A^- dj£~J ^j^o-a ^^AJ ^^dJbu^wa ^L^a ^JLa <L3 La^La 

j^jjT blSla j! ^iJ b utya ^ ^^ISLuTlj Ja-^» jjlP d' J**-^ Vj jjd^' J**-^ ^d 9 jH 


y 

62 j tugp%^\ ^ Ojjj^u j^jU <L3 j*£> ^ jH j~£ fijjlS'i ji ^giil jA*gph~}\ jA Jljs j^U) 4-^Jb 

Ub fc 

IgJ C^j ^Aabr j£i*j Obtabr Lfl j^J Obtabd' ^ jjd^' J**-^ |d*S? J 

La dLa JJL-15 ^!j! 

^ j tsj ^^a ^-b- c^jLi U! j«j uAjbi jLo Ap-\j^oj U! j» j <L3 Jj£j j&p c^jL^ Jl» 


(Jl A*)k\\ L uaj^'s <j! 





fiblj^ 


LJ cij)< j-di J-^fcJ id J^b fiij ^Jjbdl 0*ibd! ^3 ^IP^L-a! J^d>j j^P j£~» ty OL-lsJ JbjfrJLa ^y> jp^a^6 


•Jb-'j bd? ^Lfi^-b U Ua> ^gi ^ ^wdl ^PLa OL-^-d' ^ 

d^-a O^b- <L3 IaJp d^uij djjAa <UPLa dJlp jfrjg^tfa ^^aj ^^a <U*jb dibi <b! j£> 

<L3 <b^ ObbbJl b^«J te-\jp^\ blj^ db 

J fl-aj dj^ J^d>-a ^J3 CL?fc? ^J3 (Jj3 jLo b <-b»- ^1 b^b L)b 

Ojj jaLJl ^3 Oj.l!fl.a j^aldl jj* j^lpl d^l^Ja j\ j^ab <L3 J&-\j J^aj 4,la, r ^j <U?sj ^^11 ddJj Az«*>\j2 Ualj 


\3 JUk^l £jzj JJLi ^ iJbca J^-*by j~£ 

<uI?lJt JUT 

dJb^-^ <L3 JJcJiJ Jl wo £*»lj cA 0 < '- t ^ jULflJl jLo tePba OtJU*)l Jb^a 

jjiJl jjxSi dJLlp \jijjLj jj] j-P J-ojuIa jLa <bw2Jl ^ j) 

<L^- £ % * ^1 t" * * jjsSjJl "lAiw jjDl 

c£j3 'ji j p^as^\ jA Jl» ^Ip ^j^l? <w^-U5» CJ< ^ 




J OKiUjl 

MRCP "Membership of ROYal College of Physicians" 
FRCP "Fellowship of ROYal College of Physicians" 
MRCS "Membership of ROYal College of Surgeons" 
FRCS "Fellowship of ROYal College of Surgeons" 




4. ujp ^3 OlSljsdt! Oljt~al db-L 4 aUI l^a^tl <Uu^ ^3 <b jdaP bfcLta <dUj 

^ ^3 cjpi gjyj Librarian Information Services (^Ji ^ \jo? ^ 

LaJlP l£j ci^ata 4J\Jajjj Ig^jis fi^tgdJl fij3 ^A £jd?j*Jl ^3 fij~£jl flj^ail \jJp . 


SU]l£ AjjUajjUj AJjIjlUI CjVUJ 


MRCP <ufcUl iJUj 
RCPCH jufc'it Aiuj 
MRCS siuj 

MRCOG t-Ji sJUj 

RCOpth .ujt illaj 
RCPath jJbdi aJl»3 

RCOPsvch ,^1 siuj 
RCR <ud>Vl 4 Jtaj 
RCA 4 jlaj 


? jl\ AjI j ?AjI d£ < 


^J^") ^Ij^sil &Lj ^ Jilj c j&\ Jil d^-o-a t" ^ JUk^l j! aJ^LU AJliajjj! ^jlajjl fida 

^ ^ Y j)Jj^ ^A UplJl iltaj JLx^a^ ^a 0! i^bjl jA 6^ Ojl&Jl 0) Lu)l ^ <Ujd» J^klj 

^Uli ij^a ^Jba 0£ L*Jlj A?-ly^Jl ^3 j£j(djd^Jl JdJbcJl Jbu) Ij^-M Y <dJJ JU" Jb&^ljQLs^l 0j 3 ^*i) 

jL~al ^ LJ jl s-J^dl dbx^a! ^Js> Ij^diL lj»a 


|?lA jji <jC- AjjUajjUj AJLajJI £j\jaaa AjI c 


— i^b Uj b&j*P jp AJlkjjJl dlLjJl — 

^Js> j^aji — ) 

.Lai P Id?- 4 jj 3 fiilgd»-Y 

.<ujl£)Ij dJlj^lj aJojaVI (j-a jd$o Jil 

.iL^Jj^^l AJibtaJlS’ jl CL^- O^btaJl ^b j*o l^jUbx^al— i 

diiiSj OliJb AJliajjJl «dLj]l ^]p JLL ^Ij Ulj^al ^JU)l ^3 Ju^xU l^j j^a-a— 0 







|jt j AJUjit ^)jj jjiiipiabl 


Ji oi y Plab 

LjUajjj ^3 l^j AJlajJl U! cLiliajw ^3 J>JJJ <La^j A^-U AJb! 43A& jbt^al 

c-u* jJ vi register number 

js. {jjsj tiu* ii_j dJi f >_~! «jj limited registration 

0 LaUail aAj Lillajw ^3 Jjc^AJ <W?j 3 dJbAu 
"Jji? ^U- ^JLa JJcAiJ ^Ss^-a <UjJta 0A« AJlkjw i3bta ji J! &l±Uol 


y^^)_ A A tt ajI 


jli— ^ijJl jiiffflll PjUi t Y ^JaJl ^ ■■L vJ l <U^0 

TVSoAi .# : OA*\ 
27963685YV^<sAi .<s\yv^yv«y 


)|_j A >3 < ^ja! | A-Xt^t) A\\^J| A tl a^jI 


1 jli— jiit?flll PjUi t Y ^JaJl ^ ■■L vJ l <u^0 

YVS#Ai .# : j-iL* OA*\ 
27963685YVS<sAi .<s\YV^YV#Y 


i 


jjj f Luu— 4-jjUajjJ) AjISJ) AJIaJ 


JlLJi Js^oj CUPlk £jU> £ * — 5yiU)l 

YeVoeA^ : 

Y#V«i YVY Y: ^13 


^^IJSEiLSilLH 

192r. « Y AVY iY'*Y“Y#Yi : Ojii%**)b J_Jl £;U> 

ri ir.V“\ : 


USMLE 


United States Medical Licensing Examination" 

jjS! jl 4JLJI (j2 1* • Lyjuyi fiLihyi Jlaj j jjjS L- uL^yi fiUhyi ^gJe Jamjj l£jj*al (jJ tyJa/l 

UjjaL (JjlalxJI pLhyi ( j^a 

»ij»i r j ^uiaVt 

USMLE part 1 
USMLE part 2ck (clinical knowledge 
USMLE part 2 cs (clinical skills) 

.i zil y£ iiJli)l Ul (3y»UJb jST^aJl ^4) yu ^4 ^liJl J Jj^ll j-ib’twVI. 

^ «jJi U?jO» j«J ^JUl J js^Vlj £>'jil ObtwV' y dJJ -bV ObVjJl y < u ^»Jl *Ujljd dJUl^Jl iUa^jJl J«a^sJ ^ — 





y >3 "sit saji USMLE part 3 


Jj^i tj^istep I : 


^ SjUp Jbx^a^l j ... ^dl j UjU)l j ^^^JjjlJl «L*»L*j^I ilj^Jb jA j : i^Jaj Ol?x£a! 

Lj^ij OlPLa ^yoj ^ y^tS jt^ Y * * cs^-P’ 

^iJi tj^Ji:Step 2 CK : 

(Sjaj JjVl Obx^a^l jJbx^a! jP fijLP jAj 

ju »,p ^isJi ou^i j/ii *j*ji jiu»j ^4 j Step 2 CS J>> s^p jip j^-^j j^umJi 

«UJJl Jlflj! j L-*»Lo^l e-«Jail Oljl^a jL^-l *** j J^~ 4 * dlax^a! j~*t OjJiS’ jji Ij-*1j j-Aiu^a ^gAp LP.*bfC)b 

<wJl^-^l $.lJ <Lw*Jb JyabcJl ^glp <bj^3 j bj-A^&j^l 

^3 Jajj3 ^ Ji*j : ^idl sj^rdl ^gba^AJ <L~*Jb 

Jl ja ^S> c ^J aJi 4Ji~b ^b)l J Jj*il £ja*J' ^ ^b;sJ! ECFMG 

VI 

Educational Commission for Foreign Medical Graduates" 

Sj^jJU S^Jl S«jjLwJ aJja S j l^j^a I ^3 ( j A'A^Jl ^U- J ^yuJla c ^JaJ a cJJl ^jajjJlSy JiUa 

Uj J**— » A-^;_ r o’!!l 

cj ji ^i Step 3 

Jb*3 Obx^a^l jA Jbx^a^l I*Aa ^»lp c.^Ja.l< J~aJ j <t-U^ j-Sl dlS” Jl j ^idl S-J^sJl <1 }I-Jj c£jiaj Obx^al 

<w«Ja]l l$J Jwa*J ^1 <b*if^)l S-^' ^jjlj^J baJb b^-j ^gAp Jj«A?Jl 



. (iwa.la.ll J^— Xj* j-JU)djj^Luil <wJa ^Ja^a — ) 

. wo-J ^*P ^ j»*Afl]l >w»ia Y 

.Jjjlij]! C-Ja — r 

j^U^La — £ 

mmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmmm 

<lLb2 3 j 4jdl kba^cj 






A ^ Luaj 

♦♦ 


Desoky Ahmed UjUIIj ^ 1* 

S^bjj Aj Jjj)ll AjjJjj SjL^aJtJ 'SjL^aC* cilpl ^llLk g] jll\ \j y&£* J)LlLaV I g)jdJ^}J ^-L>qj 
^.1 g^ Sj^Lua lgj| "cjj^ S jlqW' ^jI ks*\W ^jj£j ft a \ g ^ jLiLgVI -a" gJ 

g)-saAj^LiJl L-jl^J^al g^G gjj tgjLo^ll SjSljC* g^G gJjjjV I AjliJ gj^G V £ \jJa V I lXJUO ^1^0 

:<j^.b^ aj!>Ij u^i ? jjjiii ^c-Ij 

^A, )\kc* j AjjlaJ A, l^g-LQ AiLjlaJ (A\V<ic* 3*a jJ^aVi • ^ 

A_1^.^\jl11 j: Ajj^aJ^UULlll £ IjJUJ AJjujLujV 1 AjLclxJI Cj ijjlg X>\\ lA\\ lx?&\ . Y 

Ajj^ajijuLl]| Aj9j3l^SI gj^G gjjix^j £jujIj g£*^G ^ 

Appropriateclinical knowledge spectrum 

( 1 ) g)jdJ^)jlj i^Vqc* JalaA* 

l )a\c* U& ^Ic* gj^G djl^jL^all Ij gpJalij g^Jt]|j gp^ll L_U^ g^G C^ljJjuJ 


JnJj Sj^lSj Sjj^aJJjo^Q 1 -ilia gjj£j ^ j\5c> ^ U^iJ Ij CjUaisuL^G AjLiLgj 4 QjgA j 4 Iiu>> ' ,n 

4 at a glance lsj 4 ±& Systemic Approach) ^b^Vb o-^b 0 ^' 

Ja^ij ^ a_±&]| c Oxford uj£ j' *>JI) aLU^U Kaplan ^1\ J^Xuj 

Aj^-Ij ^jJalj gjjJjia ^ 5 ^ 

;^lc- Ljjjl^j ja£j tilj] LgjIa i t uH ^jS&i djVAII L& f-Q <« ( JJ i<a 

Differential Diagnosis? 3^*11 ^bb^' g^b • 

the best next step ? 4 -ota c-A^' ^A • 

I^Jjbl <A*U bub ®UjVI (> <yb.i^b .bVj 

aba. 11 b jb-vNfl diVbba.Vt * /' x J • 


<\ 





j Symptoms a^-L^aII IcjjJj Jj£V' diVUi^VI 

SignsJl a*UI 


CIjLiaSJI i. iif3a£ A-iIaxJI alk 

CjjjJjudll <ja S^jla 4-a j (JaaIs A_i1a*JI (JjAaj i A_i^>i^j al^V CjIa^laII <ja aJ^-^I 

^C»I^3I \ n)"a\\ j-1aa3I jA ^IoJjjujV|j JaJ^ll !a& (J-jj^a^IllI <ja AJjjiall 


AJjuAjujVI Cljjjl g ,a\l ^jujLujVI ^3 1 n\^s ^c-Ij ^g a\Is ^aVI 

AI^xaj ^a (Jj^aljjll CIjIjI^a pUJaVI Lajj^C- ^3 A3bA djljlg-^ll ^ja I&I^Ia 

A 3*iVi^ AjjAi a Ajj^a-i^jujj Sjjj^aJ ^-Ic- *b^!j A-ill^JI (J^o^aII Sjjj^a ^ju^aII ^LJjtill 

Inspection, ^g.^jUMI ^j.\ia\I ^ j)^\l (j^a^ll Llj^l^AA^ylc- A u^i)\ k!\\ A Aj^-Ij (Jj!>Uaj| 
cjVV^ aAju* cEKGs^I cAUU^a u [^Palpation, Percussion and Auscaltation 
X-aju !^ I £%*[) ABGs ^1 cjI)Ic. u\Jk < Laboratory indicies^A^I cjI^j-^I ^isj 

A-i^.|^JI C1A)1 ^a]| AiljJa^b AJaJjuull jljjjudll AjljuiI CIjIjI^a ^lx j jl <Ujix_A Sjjj^aJrayS 

(JlllaVI ^ , ^ 1 . ^icr (JjAA? ^)aVI) (jjuall li& ^3 AjjuoIja]| Aj^}L*JIj A **\W 

i # ^ ^ j\ Cljljjl cjj^j^AiiikA jjj^j ^b^'j 4-^b^ il^l^l^l l^jlik^lj ^iSjjIIj pLuulIj 

c j£ajV 5 c^IjIjAa 1 ^ ^ja A-jjJaJ^AJ Cl)ljtg_A ^ja IgJjL^jLo (J^j l^IjjuoIj AjjuAjujI Cj ibW^ ^Jl 

j\ ^A ^-2k^All CLu\ <jj£j <jc* SjJa^j JjjL, <jj£j iAA t A ^g ^ jjc. I^jU 

l«k ; Ig-ilijV Cll]jlg-A]| (J£ L ^jjjjj^SLq 

^ is^ 0 (^5^3 (Jj3-lJ L_Lla]| ; Ig 

djLo^iljJI oAb Ic-jji AjujVI Iajj jl l 6 \'^ *\\ 

cjVUJI c> Ujjcj MI , Heart Failure, Bronchial Asthma -II l^j^' 

1^1 X Jd ill ^3 p IjJUJ Universal Guidelines s ^ ^ A-L&llc* ^Uijj -Laj-La-k l^J juLoll ^^)j£JI 

c^LqLJIj -2ajj^o jSLi ^^ijuiLud^ AjVqMI djUjl£^Vb ^1^ l>^j ^^-*-^1 jt 

^jjjIxjVI a^L^lj ^al*J j& 1^. <^11 ^g ^\l ^oLiaIc- A 3*1 u^*ia\I A us-i)\ k!\\W <^1j]j^3j ^3^xa1I 

^1 ajaIUII ^jjIxaII ^ja Iajjc-j ATLS dj^b^JI ^a (bAl*ii]| ciA^^Ljijyj CPR (^b)^l ^ jMI 
DC A-iJ^£JI CjU^^i\I J^g-> , JJ^^I S^lgjuj ^lc* (Jj^a^J ^jl ciL J^?t3 

i A. i^.!>lcj Aus-*)\ xxn Aa^VuxH l$V)\ ^3^ b^g ^ I^ShOCk 




luJlc. AjCLuijj Ja^bi* l^J L-iIb ^ajuJj lg ^JLkjjuaJ Ic Aul j 

lijjj CjujI L-jj i Cy* (Jig >1' IajI lgJ!>Li> J^U^I ^Ac- 

A-njl^JI (jJaJc-V! (3^ <^b 6 (jJjjg *! 1 \ a \ \ plJaVI (jl^ ^lj ^11^ J|j)V^\t ^g-LuAI 

^a^juj IajI L-llC. (JjLg ^JaxJI J&lj ;L-j1j£JI ^3 <j^aJJ ^ (JjIaj Ig M ^jjg xl/At Aj^aLi* AjjC^iU 
Ajjjjjj J^JI ^rLij (> l^jlfl VJj ^1! J^b-^l £-& ^ '^] 4jJ^' 

^3 Ig a\x') ^lll AjjujLujVI CllJlg^AI A-Ia&V A^Jcj ^a^C- L-liJall qjjui'SjLa ^ojCa ^ajJ^I 

Ujjcjlntubatioii -II Jl* WpJI cjVUJI? 3jajjj*]| djJlg-All ^ Aj^libb IgUj jj.^MI 

(A. \ (jLaC3J ^juaaill L-Jallj A j U«ox \l ^ajui 3 (jU ^ 1jj)a J£J Ig *1C> ^JC-V ^lll CllJlg^AI (^ 

CllUai^ CllVl^ (_)ijj Sjfb vil^jCal vil^jCal Sjjl i ciljLl^. ^3 (^)^-l C3 A^Ja A3^x>a 

? ^JjujJ LA l_)Ijj£Ij 


JjI Jjjujj J15 ? c1i3jJjlI] <^judJ\j (j^=JI aj^ tA^J^JIj i. aUI aJ ^^Ac, ^£jb 

^Aabu <jj "Jj^j^AI" Jlil^Uja ^g_3 cJli Jj 3 L-Ja ^Axj ^Aj ^ n)a 1 ^Ajujj A-ilc- Jdil 

.^j^Lja ^^3 L <Al3 Aj^j AjLLuj cJlij aA ^C3jj ^aAj L_lUl Jjl3 
lAA\ J> t/iVi (jtnqx> ^j1£juLg ^jij3^)3uLa ^Jlj J!>L^JI 

CljU^aj^aiail j£ ^lkj\ i^iUI Jioij ^ jliJ 1 ^j 3 Cl aL^a^V’ill J^6<>ajV cA>^ 

A-lIalJI ^_3 4 \g ^ 1 ilx 12adJ C5"^ ^-1^ J^ C** 1C>tlj ^Jj ^)>g 1'" Aj^a3 ^ju^)£jLgj 

4^.1^. ^aUaC. ^,\3a n 

tJljj i <JC- Jjja JJ* jl A.-l^lc. JJC. Ullc. L_3 jul>U ^ill j AJbUai AJ j A^l^.1 Ad] JjjjlJI 

cJIj] 4 A^.tl^i jA ^ill (JA JJ^I Aii^j tJljj 4 ciLj ^JIij ^1 (jlJiJI (JJ^J j c_fl^jj jjj^clj 

tJljj ^JIJ i£jfi l Ui> U ^}Ja A^U ^tn*ig a L_jljud^ AjtCul jl Ja3l^ JjlCuJ 

jl j)jj^c\j Ic IjJI" jl ^iSI S^VI" ^Ldj JaliJI ^3 ^jjLuoJj (jl^JI ^<uuoJ 

ff ^c£ll Igjj Cj^x>\ J^V iLCa^c J^l C5^" 

Jib ^jjCLujI ^,yf\& (jjjjlill CljJjLkj (Jj^UjujIj (JaC. L-Jall AjujjL^ 

jALg (jl* 1 ^. AjoiJ^ A J-nia jlj^JI S^3 J!>L^ltj ^jl»j Ujjj 

& LJa^ I JaLujjl (Jj^ ^Jjj}g.Cjo>Q 




jLMl 6/LA 


* 1/1411 

skills 





Catheter 

Ryle 

Cannulation 

Injections 

Dressing 

Bp measurement 

Abscess drainage 

Stitching 

Animal bite management 
FB extraction 

Circumssion j! 
Normal labour jl . 

LSty 

CPR 

Fluid therapy 
Report 

Referral letter 
ET intubation 

ECG interpretion 

Lab interpretation 
Allergy test 


■ll^. ]' t ~~ j ]' f .1 jaC-j al*j 

central lineV^lillj JLkJ 

^juoIj C_fl 6 JjjLj (JLkjj ^alstj 

A 1 y ^2 A IQ 

AjjjA^aSI Ax-^'J I ec.l_)3 ^al*J 




.V 






^Lojuj ^alxJ 

# 

4^J^Jjj 4iLalJI L_A& ^3 C-JjjfLa jA La^ ^xjj^k (j«^a^v3 ^Ixj 

4-LujIj^I CIjI ^L udll (jjdjJ LaC* O^Ij u^b c_ajVl (j-sa^i ^Lu 

L-il^ll L_l£ ^3 La^ 4jjLjIaJ JaijJail ^)jdL)3 ^alxJ 

A-LujLuj | I L—Louil JjlLVill 6£.|j3 ^dlxJ 

jl^JL 4jj^J A.JQJ^j C-llkll ^SJOJJ \j£ ^Lu 
^^Qjudll ^Jjjl jiLOj L** ^ lJ^9 \\ ^VglII ^juOJ 6£.lj3 ^dlxj 

lAjJCrj 4juLud3l 4jji)t] (jj^lj (JJUdli UjJ^k 4jj^VI (JAx^Oj 4_Lo^ L-jLud^. ^aixJ 

jLSJIj JUL^U 4^u3L 

cilii Jj3 Ia^IAjI cijUaljl^Vlj ^11 (JjjIj^Ij L^pLilj (JjII^aII l_i ^Lu 

4C-Lud3l ^3 (Jjj\*V.a\l cJj3^ L-jlxjJ^k ^Lu 

^Ua*JI 4 Ujj*i\Ij J)jjuj^\ 1 Vi j Jj^aiLall X^loJ ^alxJ 

^.LaLlll ^JUd&J *i I C (_jVl J jLlA ^IxJ 

jjiallAll jl CjLL&c. 43^)0 4_A2*>j^)juu3I ^1* J 

4A2k^juAI 4 j 1^JI (JlVjj ^sAju 
S*1x_a11j JjI^I 4jjij| ^sAju 

ViS Jill (Jlv^j ^Lu 

^ajud^ 42k^lVAI (JjIjjuAL 4laJJ^A3l (JjjL}£V1 \jfi ^1*J 
jl ^jIjjjuj C_aj^i3lj ^gjSjudil La 4 ^jjLo]| AJaLiV ^1*J 

4^J^JI ^jL^aVl ^j-aL^aliVl L*lli ^jaUJj^Jjj 

qjjg.JVi j ^l^VSI ^j3 ^Ixj 
4aiii^a3l 4juou31j jLiJI ^Axj 

CIjLaLqjlII 43jO AJaLiV ^Ixj 

C5 i^La ^3j C5 ixJ i^Laj CIjULqjlI' (JVta jjllJj^ll 1^3 ^Ixj 

(_J-aL*j]l 4_1 Sj£ ^al*j 

4_jj1j^J| 4 n ^all Ajjailill AjJjjVI (Jli.^] ^alstj 

ajjjj]) a^\ ^^ineubilizer jj^j^ jW ^i*j 

cardio pulmonary resuscitation^ U*-a ^l^J aJl& 
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(CPR)^Aj L_fljj*-all t _ iVall ^ . VT 

(JjjuJlII ^J^ll (JjIjuaC. ^al*J . V £ 

4_uJall t “ <1 a . ^ AjIj£ ^al*j . V © 

presentation jLiaVl t 1 4_ilc. j^j ubj^^ aj>^^ Li)Laji*-a]l ^1 *j . n 

by history and 

examinati0n<ia (jia^al] ii.lj (jiaJ^all AlLaJ (_pa^C. (J-aC. Ajflj£ . V" V 

^i]| 4 jLaxH dijjl^a]! Igia ^U“n q\J!iC- AjlaC. CIiIAjjJjS lijl lj jjIUa f-^-a) 

l_gj A-niall llluojLa-a j LjjLia. ^k Ig-^tiaaj 

Cannulation intubation catheterization ryle etc 

https://www.facebook.eom/fatraemtiaz/photos/a.687696627955721.107 

3741826.687615147963869/883142931744422/?type=l 

^JajuaXall Aju^II 

Eric 

Axjj^)]l Clll^jJaL^all Ac.j^a'^na 

Collection of favourite lectures in medicine 

^3 ejx«i<G djl^jJal^o 

ECG ,ABG,Diffrential diagnosis , chest xray 
Other topics of medicine 
Follow his channel on youtube 
Strong medicine 

https ://w ww.facebook.com/fatraemtiaz/photos/a.687696627 95572 1 . 107 
3741826.687615147963869/881619818563400/?type=l 


4 ■ A^b-A^ L_U^j. J ijijh* c LLuj£Ia]| CjIAjJAiS 

https://www.facebook.eom/fatraemtiaz/photos/a.687696627955721.107 
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Skin abscess 


Diagnosis Boil or furuncle 

Infection of hair follicle with local hotness ...throbbing pain ...tenderness 

Diagnosis Carbuncle 

Abscess extending to the subcutaneous tissue with multiple locules and sinuses 

Medical Management 
Antibiotics 

R / Hibiotic 1.2 tab every 8hrs 

Analgesics 

R / Cataflam 50 tab 3 times daily after meals 

Hot fomentation 
Surgical Management 
Indications 

Sever throbbing pain ...central necrosis ...fluctuation is a late sign 

Sterilization of the skin 

General anesthesia 

R / Ketamar 50mg/lml vial 5mg/kg IM 

Local anesthesia 

R / Mepecaine Lfor local injection 

Incision 

Over the area of maximum tenderness ... area of central cyanosis ... most dependant area 

Drainage 

Insert a drain and fix it 

Dressing 

Daily dressing using betadine and garamycin 

Give 

Proper antibiotics and anti-inflammatory drugs 
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Cellulitis 


Pathology 

Inflammation of subcutaneous and cellular tissue by streptococci 

Diagnosis 

Red ...hot ...tender area with ill defined edges 

Treatment 

Antibiotic 

R / Hibiotic 1.2 gm every 12hrs 

Analgesia 

R / Cataflam 50 3 times daily after meals 

Anti-oedema 

R / Alphintern tab 3 times daily after meals by 30min 


Acute epididymitis 


Diagnosis 

Complaint : sever pain and swelling in one side of the scrotum 
Examination : swollen ...tender ... hot epididymis and testis 
Investigations : urine analysis and scrotal US 
Scrotal US to confirm diagnosis and rules out torsion 

Management 

Bed rest and scrotal support 

Antibiotic 

R / Cefaxone vial every 12hrs 

Analgesic 

R / Adolor amp every 12hrs 

Anti-oedema 

R / Alphachemotrypsin vial 2:3 times daily 
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Male Circumcision 


Time 

After the 1 st week ... never during the 1 st week due to physiological hypoprothrombinaemia 

Investigations 

Prothrombin time and activity 

Anaesthesia 

Infants and young kids : no need 

Children 6 years or more : local anaesthesia using 1% lidocaine SC injection around the base of the penis 
Inco-operable : general anaesthesia 

Method 

Rub the genital area using a piece of gauze and betadine 
Retract the prepuce 

Remove the smegma by a piece of gauze and betadine 
Return the prepuce to its position 

Catch the tip of prepuce by 2 artery forceps and pull them upwards 
Palpate the glans 

Apply bone cutting forceps distal to glans and avoid its injury 

Keep applying bone cutting forceps for about 2:3 minutes to avoid bleeding 

If there is a spirter ligate it 

Do 3 sutures using catgut at 12 5 6 O'clock 

Dressing using a small piece of gauze and betadine 

Medical course 

R / Curam susp 250mg/8hrs 

R / Maxilasesusp/8hrs 

R / Cetal supp / 12hrs 
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Sebaceous cyst 


Diagnosis 

Site : any where related to the skin ... never in palms and sole 
Complaint : slowly growing painless subcutaneous swelling 

Examination : cystic swelling attached to the skin at a black point (punctum) ...discharge sebum on squeezing 

Surgical management 
Sterilization 
Local anaesthesia 

Elliptical incision including the punctum 

Enucleate the cvst 

Suture the skin 

Medical course 

R / Antibiotics (Hibiotic) 

R / Anti-inflammatory (Cataflam) 

R / Anti-oedema (Reparil) 


Lipoma (subcutaneous) 


Complaint 

Painless slowly growing swelling ...cosmetic disfigurement 

Examination 

Lobulated soft mass with slippery edge 

Investigation 

US may be needed in doubtful cysts 

Management 

Sterilization 

Local anesthesia 

Skin incision over the centre of lipoma 
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Enucleate and dissect the mass 


Suture the skin incision 


Burn 


Assessment 


Wallace rule of nines 


Body surface area 

Adult 

Head and neck 

9% 

One Upper limb 

9% 

Anterior surface of abdomen 

9% 

Posterior surface of abdomen 

9% 

Anterior surface of pelvis 

9% 

Posterior surface of pelvis 

9% 

Anterior surface of one lower limb 

9% 

Posterior surface of one lower limb 

9% 

Perineum 

1% 


NB Infant and children have a greater area of head and neck (18) and a smaller leg area (9%: 14%) 


If less than 15% -> minor burn ...If 15%:30%-> intermediate burn ...if more than 30% -> major burn 

Depth 



Damage 

Diagnosis 

Healing 

1 st degree 

Epidermis 

Pain ...erythema 

Heals rapidly 

2 nd degree 

Epidermis 

Portion of dermis 

Pain 

Blisters surrounded by erythema 

Heals with pigmentation 

Scar formation if deep 

3 rd degree 

Epidermis 

Dermis 

Painless due to nerve affection 

Dry white or black escars 

No healing 


General management in major burn 
Fluid replacement therapy (Parkland formula) 

1 st day 

Fluids =(brun percentage x 4 x body weight) ringer +2000ml glucose 
1/2 amount over 1 st 8 hours and the other 1/2 over the next 16 hours 
2 nd day 

Fluids =(burn percentage x body weight) ringer +(burn percentage x body weight) colloid +2000ml glucose 
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Pain killers 


R / Adolor amp IV 

Or R/ M orphine 10mg:20mg IV 

Monitoring 

Urine output : 0.5:1 ml/kg/hr 
Heart rate : <120 beats/ minute 
M ean blood pressure : >70 mmHg 

Antibiotics 

ForG+ve ...R / Flumox 
For G-ve ...R / Cefotax 
For anaerobes ... R / Flagyl 

Antifungal 

R/ Mycostatin 

Guard against stress ulcers 

R/ Zantac amp IV 

R/ M ucogel susp 3 times daily 

Analgesics 

R / Cataflam 50mg twice daily after meals 

Anti-oedematous 

R / Reparil 40mg tab three times daily before meals by 30 minutes 

Local management 1 st degree 

Wash the burn by saline 

Disinfect the burn by betadine 

Cover the burn by Vaseline gauze 

Dressing of the burn every day 

Local management 2 nd degree 

Rupure blisters and remove the dead tissues then wash the brun using saline 
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Disinfect the burn using betadine 
Cover the wound by M EBO ointment 
Cover the wound by Vaseline gauze 
Dressing of the burn every day 

Local management of 3 rd degree 

As 2 nd degree but instead of M EBO ointment we use the following drugs 
R / Bivetracin spray 
R / luroxol ointment 
R / Dermazine cream 

Additional management 
Burn in head and neck 

R / Solu-Cortef amp IV to decrease laryngeal oedema 

Burn in perineum 

Urinary catheterization to avoid urine retention 

Pigmentation 

R / White shadow cream 

Scar 

R / Contractubex cream for 6 months 

Keloid 

R / Kinacort ...intralesional injection 

Compartmental syndrome 

Fasciotomy 

Deformity 

Use slab in functional position 

Contraction 

Release it by using Z-Y plasty or by incision with graft application 
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Hemorroids 


Diagnosis 

Complaint : bleeding per rectum ...mucoid discharge per rectum ...protrusion of a mass ...anemia 
Examination : by inspection there is a small blood filled swelling ...anoscope is needed 

Stages 

Stage I : bleeding per rectum 
Stage II : mass reduces spontaneously 
Stage III : mass reduces manually 
Stage IV : irreducible mass 

Medical treatment Stage I & II 
High fiber diet 

R / Bran 400mg tab twice daily 

Excess fluid intake with meals 

Laxatives 

R / Biolax sachet ... sachet with 1/2 glass of water 1:2 times daily 

Local anethetic 

R / Lignocaineoint twice daily 

Venoutonic 

R / Daflon 500mg tab twice daily 

Sclerotherapy and rubber band ligation 

Stage I & II with recurrent bleeding 

Hemorrhoidectomy 

Chronic sever bleeding stage III & IV 
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Anal fissures 


Diagnosis 

Complaint : pain related to defecation ...bleeding ...constipation 

Examination : 

By inspection there is linear ulcer ... hypertrophic anal papillae ... ulcers of anal mucosa 
By palpation : sever anal tendrness on trying digital examination 

Treatment 
High fiber diet 

Excess water intake with meals 

Laxatives 

R / Lactulose syrup one spoon every 8hrs 

M uscle relaxant and vasodilator 

R / GTN cream 3 times daily 

Local anesthetic agent 

R / Lignocaine oint 2:3 times daily 


Acute cholecystitis 


Complaint 

Acute abdominal pain in the upper right quadrant and/or epigastrium ... pain is sever and lasts for several hours 
Nausea ...vomiting ...anorexia ...dyspepsia ... heart burn 
Low grade fever 

Examination 

M usle spasm in the right hypochondrium 
+ve murphyssign 

Investigations 

U/S. ..plain x-rays. ..TLC 
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Treatment during attack 
Analgesics 

R / Adolor amp IV 

Or R / Pethidine lOOmg amp IM 

Or R/ M orphine lOmg amp IM 

Spasmolytics 

R / Visceralgine amp 

Other drugs 

Zantac amp for gastritis ... Primperan amp for nausea and vomiting 

Treatment inbetween attacks 

Avoid fatty meals 

R / Ciprofloxacin 500mg tab twice daily 
R / Flagyl tab 3 times daily 
R / Rowachol caps single dose at bed time 
R / Cataflam 50mg tab 3 times daily after meals 
R / Visceralgin tab 3 times daily 

Surgical treatment : if no response after 10-15 days of medical treatment 


Varicose veins lower limbs 


Complaint 

Disfigurement ...fatigue ...pain ...oedema ... pigmentation ...ulceration ...bleeding 

Examination 

Hot dilated tortuous superficial veins 

Investigations 

Duplex US of lower limb veins 

Conservative treatment 


Avoid prolonged standing 

Elevate legs during sleep or during rest 
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Wear elastic support knee high or thigh high (20-30 mmHg is appropriate) 
Regular exercise 

Medical treatment 

R / Reparil gel twice daily 
R / Daflon 500 tab twice daily 
R / Olfen 50 tab when needed 

Treatment of venous ulcer 

Leg elvation +betadine and garamycin dressing 

Treatment of dermatitis 

Leg elevation 

R / Betaderm cream 3 times daily 

In cases of failed conservative and medical treatment 

Sclerotherapy or surgical intervention 


Diabetic foot 


Antibiotics 

R / Levoxin tab once daily 

Dressing 

Washing of the wound by saline then with betadine 

R / Bivetracine spray as local antibiotic 

R / Healosol spray to improve healing 

R / safratulle dressing 

Dressing twice daily 

Neurotonic 

R / Neurovit amp one ampule every 3 days 

Instructions 


Control blood glucose level (the most important instruction) 
Wearing wide shoes ... Keep the foot dry and clean 
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Deep venous thrombosis 


Etiology virchows triad 
Velocity : slow circulation 

Prolonged bed rest. ..heart failure. ..obesity. ..pregnancy 

Viscosity : hypercoagulability 

Increased blood elements : polycythemia ...thrombocytosis ...leukemia 
Decreased plasma : burns 
Decreased fluids : dehydration 
Drugs : contraceptive pills 

Vessel wall 

Inflammation ...trauma ...previous DVT 
Clinical picture 

Most cases are silent 

Symptoms : pain ...swelling ...tender calf muslce 
Signs : pain on dorsiflextion of the foot (Homan sign) 

Investigations 

Duplex on superficial and deep venous system on the affected side 

If 4ve -> coagulation profile (Prothrombine time and activity ...platelet count ...APTT) 

Treatment (Admission) 

General 

Absolute bed rest for 7:10 days 

Elevation of the limb to decrease pain and oedema 

Vitamine E : help absorption and recanalization of the canal 

Drugs 

R / Clexan (Low molecular weight heparin) .7 mg subcutaneous injection every 24 hrs 
R / 500 cc ringer /8hrs 
R / 500 cc glucose 20% /8hrs 
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R / Ketolac amp / 12hrs in the infusion set 
R / Daflon 500mgtab/8hrs 
R / Reparil 40mgtab 2 tabs/8hrs 

R / M arivan 5mg once daily with heparin for 2:3 days then stop heparin 
Streptokinase helpful in the 1 st 24 hrs 


Appendicitis 


Diagnosis 

MANTREAL score 

M : migratory abdominal pain from umbilicus to the right iliac fossa (1) 

A : anorexia (1) 

N : nausea (1) 

T : tenderness in the right lower quadrant (2) 

R : rebound tenderness (1) 

E : elevated temperature low grade (1) 

A : associated signs (psoas ...obturator ...crossed tenderness) (1) 

L : leucocytosis TLC >12000 (2) 

Total score (<6) -> discharge ...(6:8) close observation and rescore ...(>8) -> appendicectomy 

Investigations 

TLC ...CRP ... urine analysis ...U/S 

Urine analysis : to exclude renal stones or infection 

Conservative treatment (<6) 

IV cannula +500ml 5% glucose +spasmolytic +antibiotic cefotax lgm every 12hrs 
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Peritonitis 


Diagnosis 

General examination : weak pulse ...tachycardia ...dehydration ...toxic ...and may be shocked 
Abdominal examination : sever abdominal pain ...guarding ...rigidity 

Investigations 

Ultrasound : abdomen and pelvis 

XRavs : abdomen and pelvis in standing position 

Primary procedures 

Ryle tube insertion and aspiration 

Cannula insertion then IV fluids and medications 

Urinary catheter insertion 

Recall resident doctor 


Metallic FB swallowing 


Diagnosis 

Ask the patient about respiratory symptoms (chocking ... cough ... cyanosis) 

If present -> refere to ENT department 
If absent x-ray chest and abdomen 
Search for the radio-opaque shadow 
If present above the diaphragm 

Refer to endoscope department 
If present below the diaphragm 

'..ill j i a aj j jS a j ~i ja t _ (JSLa 

If there is sever abdominal pain ask the patient to come back again to surgical emergency room 


Tetanus vaccine 


Needed in contaminated wounds occurring in fields and streets or in deep lacerated wound 
DPT vaccine booster dose lasts until the age of 12 years 

If the patient less than 12 years there is no need for vaccination only give strong antibiotics 
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If the patient more than 12 years vaccination is needed 


Vaccination 
Intradermal test 

Injection of 1ml tetanus vaccine intradermal 

If there is swelling or redness with in 15 minutes it is positive 

If positive give strong antibiotics 

If negative IM injection of tetanus vaccine into the right deltoid 


Intussusception 


Definition 

M edical condition in which a part of the intestine has invaainated into another section of intestine 

Incidence 

M ost common during weaning due increased liability for infection and repeated attacks of gastroenteritis 

Clinical picture 

Attack of abdominal pain 

Vomitting some times may be bile stained 

Passage of red current jelly stool 

Palpation Sausage mass may be discovered 

PR examination may reveals blood stained mucus and even the intussusception may be felt 

Investigations 

Abdominal ultrasound kidney shaped mass 
Plain erect AXR multiple air fluid level 

Management 

Dehydration correction through intravenous fluids 

Hydrostatic reduction 

Ultrasound guided water enema 

500 to 1000 ml of water at 35°sub Cto 37°sub C under pressure 
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Fate 

Try it 3 times 

If there is improvement put the patient 24 hrs under observation 
If failed surgical reduction is required 


Intestinal obstruction 


Symptoms 

Pain : colicky pain which may be abscent in intestinal obstruction 

Abdominal distension 

Vomiting 

Absolute constipation 

Signs 

General 

Dehydration 

Local 

Inspection -> Rigidity ...Distension of the abdomen ...Hernias ...Scars of previous operation 
Palpation -> Tenderness 
Percussion -> Tympanatic resonance 

Auscultaion -> Increased intestinal sound which is abscent in paralytic ileus 
PR -> Empty rectum ... or impacted faces 

Investigations 

X-ray on abdomen and pelvis 
U/Son abdomen and pelvis 

Treatment 
Nothing per mouth 
Fluids (3500:4000cc)/dav 

500cc ringer / 6 hrs 
500cc glucuse 5%/ 12 hrs 
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5oocc saline / 24 hrs 


R / Cefotax 1 gm / 12 hrs 
R / Flagyl ampule / 8 hrs 
R/ Epicotil amp / 12 hrs 
R/ Zantac amp IV/ 12 hrs 


M esentric vascular occlusion 


Definition 

Ischaemic gut injury is usually the result of arterial occlusion 
The presentation is variable and the diagnosis is difficult 

History of 

Card iac d isease ... arrhythmia .. . vascu litis . . . hepatic 

Clinical picture 
Hyper active phase 

Sever abdominal pain not responding to analgesia and antispasmodics 
Frequent passage of bloody stools 

Paralytic phase 

Abdominal pains become more wide 

Sever abdominal tenderness 

Decreased bowel motility with abdominal distention 

Absoulte constipation and repeated vomitting 

Shock phase 

Dut to fluid and electrolytes disturbances 

Characterized by ...hypotension ...rapid weak pulse. ..dehydration ...confusion 

Investigations 

TLC elevated 

Blood pH metabolic acidosis 

Abdominal XRAY mucosal oedema 
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Abdominal US free or minimal fluid ...dilated bowel loops ...no visible peristalsis 


Management 

Resuscitation and management of cardiac disease 
Intravenous lines for nutritional support ...fluids ...antibiotics 
Admission for laparotomy ... embolectomy ... vascular and bowel reconstruction 


Bladder catheterization 


Indications 

Acute urine retention 
Bladder injury in fracture pelvis 
Comatozed patient 
M onitoring of urine output 

Size of catheter 
Adult 18:22 F 
Children 12:18 F 
Tools 

Catheter +collecting bag +gel +10cc syringe 

Method 

Your hand should be sterile and gloved 

Before introduction of catheter check the integrity of the ballon by inflating it 

Sterilization of genital area 

Swab the catheter with gelly material 

Hold the penis with one hand ...seprate labiae with one hand 

Introduce the catheter 

If there is resistance try to overcome it by gentle pressure 

If still resistance try it after injection of about lOcc gelly materials in the urethra 

If still resistance remove it and call the resident doctor 

If your trials passed the resistance continue catheter introduction till urine comes out 
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Inject about lOcc in the ballon valve 

Grasp the urethra to be sure that it is well fixed 

Antibiotics may be needed R/ Epinor400mq tab twice daily 


Head trauma 


Cases with head trauma ... ask... examine ...investigate ...deal ...refer 
Ask 

Disturbed or loss of conscious 

Repeated vomiting specially if projectile 

Convulsions 

Blurred vision 

Sever headache 

Examine 

If there is depressed cranial bone 
Signs of basal skull fracture 
Periorbital ecchymoses (raccoon eyes) 

CSF rhinorrhea 
CSF otorrhea 
Flemotympanum 
Retroauricular ecchymoses 
Investigate 

If there is one of the previous signs brain CT is required 

Deal 

If pallor with rapid weak pulse IV saline infusion is required 
If open wound add antibiotics (Fortum) to the saline 

Refer 

If ear ...nose ...palate trauma refer to ENT department 
If abnormal brain CT finding refer to Neurology department 
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Fits and convulsion after head trauma 
Anticonvulsant 

R / Neuril amp (Diazebam) in 10cm saline slowly intravenous 


Neck trauma 


Dangerous case as the neck contains important structures 

Examination 

Anterior midline structure 

If thyroid gland is affected refer to surgery resident 
If trachea is affected refer to ENT department 

Paramedian structures 

If there is blood vessels affection 

IV cannula with saline infusion and blood transfusion may be needed 
If there is sternomastoid muscle cut wound 

Suture the muscle sheath and approximate muscles by absorbable sutures 

Back of the neck 

X-rays cervical vertebrae and refer to Neurology department 


Chest trauma 


Investigate ...deal ...refer 
Investigate 

Chest X Rays 

If there is lower ribs trauma abdominal ultrasound is required 

Deal 

If there is stab wound 
2 cannula and start IV saline infusion 

Refer 

If there is chest X Rays abnormalities or if there is stab wound chest refer to cardiothoracic surgery resident 
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Back trauma 


Investigation 

X rays anterio-posterior and lateral 

If there is compression of vertebrae refer to neurosurgery 

If normal Xrays give the patient the medical course 

Medical course 
Local anti-inflammatory 

R / M oov cream twice daily 

Systemic analgesics 

R / ketofan 50mg 3 times daily after meals 

M ucje relaxant 

R / Myolastan twice daily 


Abdominal trauma 


Examination 

General : blood pressure ...pulse rate ...temperature 
Local : for guard and rigidity 

Investigations 

X ravs : abdominal plain erect to see if there is air under diaphragm 
U/S: abdomen and pelvis to see if there is fluid accumulation 

First aid 

Intravenous lines and fluids infusion 
Blood transfusion may be needed 
Call surgery resident physicion 


Pelvic trauma 


Examination 


General : blood pressure ...pulse rate ...temperature 
Local : guard and regidity 
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Bone : exclude lower limb and pelvic bones fracture 


Investigation 

Xravs : pelvis ... lower limb x rays may be needed 
U/S : pelvis 
First aid 

Intravenous lines and fluids infusion 
Blood transfusion may be needed 

Urinary cathter to exclude rupture bladder and if there is hematuria refer to resident doctor 


Limb trauma 


Examine / Refere ... Suture 
Examine / Refere 
Vascular 

Sever bleeding ? 

Abscent pulse distally? 

Cold extremities ? 

If there is -tve data refer to vascular surgery 

Skeletal 

Sever pain ... limitation of movement ... click sound ? 

If there is -tve data refer to orthopedics 

Tendons 

Loss of movement in certain direction ? 

If there is -tve data refer to plastic surgery 

Suture 

If the data mentioned above are negative suture the wound 

After suture 

Dressing and medical course 

Antibiotics ... anti-oedema ... anti-inflammatory 
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Poly traumatized patient 


Examine ...stabilize ...investigate ...deal or refer 

Examine 

Level of consciosness (GCS) 

Respiratory rate 
Pulse rate 
Blood pressure 
Temperature 
Stabilize 

If there is rapid weak pulse more than 100 beats/ min 

2 wide bore cannulae must be inserted with intravenous infusion of ringer or saline 

If the patient is shocked urine catheter must be inserted to measure the urine output volume 

Investigations 

Ultrasound abdomen and pelvis 

XRAYS chest (PA) ...abdomen (standing position) ...vertebrae if u suspect (cervical ...thoracic ...lumbar) 

Deal or Refer 

Deal with simple traumas and with superficial wounds 

Refere if there is positive data as pleural effusion ...peritoneal effusion ...organs laceration 
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Atrial fibrillation 126 

Ventricular tachycardia 129 

Cardiogenic shock 131 

ECG 133 

ABG 141 



Hypertension 


Definition 

Arterial blood pressure above 140/90 mmHg in at least 2 measurements 

... aJj^i 4j| joU J 3^» I UblAx^Q (jail! 6 ^)-g JjV ^Jtc. 4-laJLjJa j] 


^jLuu^I JaxJaJl <jjjU2 

^^LuaJI JdLuail <^-uL2 




ULuJl 






fUujVt 


iaLua (J^ja Jm CliaJ L ^ajj-o]! ^^Jajj ^ankll J^l jl ^aLJal] 






Severity 



Systolic 

Diastolic 

Normal 

Up to 140 

Up to 90 

Stage 1 (mild) 

140 : 160 

90 : 100 

Stage 2 (moderate) 

160 : 180 

100 : 110 

Stage 3 (sever) 

More than 180 

More than 110 


AajJ AjLjia j JaxJait Sjjla^ 4 a jJ Ai ja, a jA l^-La (jiajaJt *l*j**iVilt SiA 

Jai-jJall Cljlc- ^0 Wq^ 4x» !Alj ^^JjVl AIa J ifrlt 

JaioJall C1 jIc. j><i^q jpoa^ftJ lAlj 4jllMt 4 Ja jaII 

JaioJall Clilx j-oa^ ^)j£l jl Clllx j^a^a IAaj 4 Ml Ml AIa j^t 


Essential hypertension 


^Jbdt hi ^11 CjVIa ^>4 %95 Jlajj ijuMt jjg> hy^t 


Predisposing factors 

Caffeine and Tea / Obesity / Salt and Smoking / Stress / Alcohol / Hereditary 
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Secondary hypertension 
Renal causes 

GN/Pyelonephritis/Diabetic nephropathy/Gout nephropathy/Renal artery stenosis 

Endocrinal causes 

Hyperthyroid/Hypothyroid/Hyperparathyroidism/Pheochromocytoma/Cushing/Conn's 

Neurological causes 

Increased intracranial tension/Medullary/Hypothalamic lesions 

Drugs 

Catecholamines/Corticosteroids/Cocaine/Cyclosporine/CCPs/Carbenoxolone Na 

Others 

Aortic coarctation /Toxemia of preg./PAN /PRV 

In f hypertension + voung age! vou should think about 

(jl 1 J '.' 9 ‘ JU-SI dlVta. 

1. Renal artery stenosis -> Ultrasound for Renal artery 

2. Post streptococcal GN -> Increased ESR CRP ASOT 

3. Aortic Coarcitation -> X-Rays show notched ribs 

Clinical picture 
Asymptomatic 

Headache suboccipital pulsating / early in the morning & subsiding during the day 

Enistaxis 
Chest nain 

Dizziness / Nause and Vomiting / Blurring of Vision 
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Complications 



CVS -> Angina / MI / Atherosclerosis / Peripheral vascular disease / Heart failure 
CNS -> Atherosclerosis / TIA / Cerebral Hage / SAH / Hypertensive encephalopathy 
Renal -> Proteinuria / Hematuria / Nephrosclerosis / Renal failure 

Retinonathv 

Investigations 

1. Na,K, Serum glucose 

2. Cholesterol and TGs in obese 

3. Urine analysis 

4. Renal functions 

5. US abdomen and pelvis 

6. VMA to detect pheochromocytoma 

7. Endocrinal investigations ( e.g. TSH „ Free T3 and Free T4 ) 






1. Decrease body weight 

2. Regular physical activity 

3. Stop Smoking 

4. Stop Saturated fat, Cholesterol, Alcohol 

5. Decrease salt intake 




A -> ACE Inhibitors and ARBs 


B -> Beta Blockers 


C -> Calcium Channels Blockers 


D -> Diuretics and Dilators 
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ACE inhibitors 


Short acting ACE inhibitor fCaptoprill 

2:3 times daily lhr before meals JS^I djlj* jl ^ <_K>ja 

Egyptian Market 

Capoten 25,50 mg 
Capotril 25,50 mg 

Long acting ACE inhibitors 

Can be taken once or twice daily JSVI U»jj cjl jl jl a^.1 j aj* 


Long Acting ACE inhibitors 

Egyptian Market 

Enalapril 

Ezapril 10,20 mg 

Lisinopril 

Zestril 5,10,20 mg 

Perindopril 

Coversyl 4,5,8,10 mg 

Ramipril 

Corpril 1.25,2.5,5 mg 

Tritace 1.25,2.5,5 mg 


Side effects 

Dry cough / Hyperkalemia / Deterioration of Renal functions / proteinuria / Pancytopenia 

(_j£ ^ Kll l—kjllaj AjljULq ‘ ,'^J! j-aA-all ojlA JLa. ^3 

l$ia ARBs -1' t> ACE inhibitors Jl <£■ J 4-ujUJI jjs-k JJ- ^ 


ARBs 


Dose once daily at morning 


(jjjll ^^Ic. LfajJ a^lj sj-a 


ARBs 

Egyptian Market 

Losartan 

CozAAr 50,100 mg 

Losartan 50,100 mg 

Valsartan 

Tareg 80,160,320 mg 

Telmisartan 

Micardis 40,80 mg 

Irbesartan 

Aprovel 150,300 mg 
Kansartan 150,300 mg 

X Tension 150,300 
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Beta Blockers 


Non selective B blocker fPronranololi 

Inderal 10,40 mg 

Usually used in Portal hypertension 

Selective B blokers once daily 


Selective B blockers 

Egyptian Market 

Atenolol 

Ateno 50,100 mg 

Blokium 50,100 mg 
Tenormin 50,100 mg 

Bisoprolol 

Bisocard 5,10 mg 

Concor Cor 2.5 mg 

Concor 5,10 mg 


Calcium ch. blockers 


Dose once daily 


Calcium ch. Blockers 

Egyptian Market 

Verapamil 

Verapamil 40,80 mg 

Isopten 80 mg 

Deltiazem 

Delaytiazem SR 90,120,180,240 mg 

Nifedipine 

Epilat 10 mg thrice daily 

Epilat retard 30 mg twice daily 

Amlodipine 

Norvasc 5,10 mg 

Alkapress 5,10 mg 
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Diuretics 


Potassium loosing diuretics 


Potassium loosing diuretic 

Egyptian Market 

Furosemide 

Lasix 40 mg 

Bumetanide 

Burinex 1 mg 

Edemex 1 mg 

Edemex 25 mg amp. 

Indapamide 

Natrilix SR 

Torasemide 

Examide 10,20 mg 

Combination 

Lasilactone 50,100 mg 


Potassium soaring diuretics once daily 


Potassium sparing diuretic 

Egyptian Market 

Spironolactone 

Aldactone 25,100 mg 


Potassium preparations 2:4 gm daily 


Potassium preparation 

Egyptian Market 

KCL 

Potassium M syrup 165 mg/5ml 


Other 


Selective ai blockers 2:4 times daily 


Selective ai blockers 

Egyptian Market 

Prazocin 

Minipress 1,2 mg 


Mixed « & B blocker 


Mixed a & B blocker 

Egyptian Market 

Carvedilol 

Carvid 6.25,25 mg 

Dilatrol 6.25,25 mg 
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Centrally acting svmnatholvtics 2:3 times daily JAaJI cA/U. <>111 


Centrally acting sympatholytics 

Egyptian Market 

Methyl dopa 

Aldomet 250 mg 


Direct vasodilators in refractory hypertension 


Direct vasodilator 

Egyptian Market 

Na Nitroprusside 

Na Nitroprusside 50 mg vial 


Combinations 


ACE inhibitors + 1 

Hydrochlorothiazide 

Captopril + Hydrochlorothiazide 

Capozide 

Enalapril + Hydrochlorothiazide 

Ezapril CO 

Lisinopril + Hydrochlorothiazide 

Zestoretic 

Ramipril + Hydrochlorothiazide 

Tritace Comp 

ARBS + Hydrochlorothiazide 

Losartan + Hydrochlorothiazide 

HyzAAr ... Losartan Comp 

Valsartan + Hydrochlorothiazide 

Co-Tareg 80,160 mg 

Telmisartan + Hydrochlorothiazide 

Micardis Plus 40,80 mg 

Irbesartan + Hydrochlorothiazide 

Co-Aprovel ... X-Tension plus 150,300 mg 

B Blockers + Diuretics 

Atenolol + Chlorthalidone 

Blokium Diu 

Bisoprolol + Hydrochlorothiazide 

Bisocard Plus 

Concor Plus 5,10 mg 
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GoLdeN TabeLs 


Side effect based choice table 


Drug 

Side effect 

Contraindicated in 

ACE inhibitors 

Hyperkalemia 

Dry cough 

Renal impairment 

K preparations / K sparing diuretics 
Bronchial Asthma 

If serum creatinine > 1.5 mg% 
Pregnancy 

Bilateral renal artery stenosis 

B Blockers 

Bronchospasm 
Bradycardia 
Masking signs of 
hypoglycemia 

Bronchial asthma 

Heart block 

DM 

Calcium Ch. 
Blockers 

Bradycardia 

Tachycardia e nifedipine 
i cardiac contractility 

Heart block 

Ischemic heart diseases e nifedipine 
Heart failure 


Hypertension in certain situation table 


Clinical situation 

Preferred drugs 

Contraindicated drugs 

Coronary artery disease 

B blocers / CCBs 

Hydralazine ... Minoxidil 

Heart failure 

Diuretics / ACE inhibitors 

CCBs 

Renal failure 

Methyl dopa / Loop diuretics 

K sparing diuretics 

Bilateral renal a stenosis 


ACE inhibitors 

Bronchial asthma 


B Blockers 

DM 


B Blockers 

Pregnancy 

Methyl dopa 

Diuretics / ACE inhibitors 

Raynaud's 

Selective ai blockers 

B blockers 


Age Stage based choice table 



<55 years 

_>_ 55 years 

Stage 1 

A or B 

C or D 

Stage 2 

A or B 

p C or D 

Stage 3 

A or B + i 

C + D 

Resistant HTN 

Add either a blocer or spironolactone or other diuretics 
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AIM of HTN management 






T 


wV 1 Wji 


Jl 


1. Keep blood pressure < 140/90 

2. Keep blood pressure < 130/80 in DM and renal impairment 

3. Prevent target organ damage 


Training cases 


Case 1 


Femal Patient aged 44 years e blood pressure more than 
150/95 mmHg e no other abnormalities 

R/ Capoten 25 mg twice daily 


Or R/ Ezapril 10 mg once daily 
Or R/ Concor 5 mg once daily 


Analysis 


1. The patient is stage 1 so we use only one drug 

2. The patient is below 55 years so we use ACE inhibitors or B blockers 


Follow up is after 10 days 

We can increase either the dose of the drug or the frequency according to the patient's response 

Case 2 

Male patient aged 37 years e blood pressure 140/90 and he 
is diabetic 5 years ago with no other abnormalities 

R/ Tritace 1.25 mg once daily 

Analysis 

The patient is diabetic e blood pressure more 130/80 / ACE inhibitors are recommended 
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Case 3 


Femal patient aged 62 years e blood pressure 155/100 
mmHg on hemodialysis e no other abnormalities 

R/ Alkapress 5 mg once daily 

Or R/ Aldomet 250 mg twice daily 

Or R/ Lasix 40 mg once daily 

Analysis 

1. In renal failure methyl dopa, CCBs and loop diuretics are preferred 

2. While ACE inhibitors and K sparing diuretics are contraindicated 

Case 4 


Male patient aged 34 years e blood pressure 185/110 
mmHg, on aminophylline with no other abnormalities 

R/ Alkapress 5 mg once daily + R/ Lasilactone 50 mg once daily 

Or R/ X-Tension plus 150 mg once daily 

Analysis 

1. The patient is stage 2 so drug combination is recommended 

2. The patient is asthmatic or COPD B blockers is not preferred because of bronchospasm 

3. ACE inhibitors better to be avoided as it is irritative to respiratory mucosa 

4. ARBS may be used instead of ACE inhibitors 

5. Management is achieved by adjusting the dose or the frequency of the drug 

Case 5 

Female patient aged 55 years e blood pressure 160/100 
mmHg e signs of heart failure e no other abnormalities 
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R/ Tritace Comp once daily 

Analysis 

1. In heart failure a combination of ACE inhibitor and diuretics is recommended 

2. CCBS must be avoided due to its -ve inotropic effect 

Case 6 

Male patient aged 43 years old e blood pressure 170/100 mmHg 
e chest pain related to effort and depressed ST segment on ECG 

R/ Dinitra 5 mg once daily 

R/ Norvasc 5 mg once daily 

R/ Lasilactone 50 mg once daily 

R/ Aspocid 75 mg 

Analysis 

1. In IHD nitrates improves blood supply to cardiac muscles 

2. CCBS is preferred as it decreases contractility and heart rate so it decreases oxygen need 

3. Nifedipine is contraindicated as it causes tachycardia 

4. Diuretics is preferred as it decreases cardiac preload 

5. Aspocid is cardioprotective against thrombus formation 

Case 7 

Pregnant female developed HTN during the 33 rd weak 
with lower limb oedema / no other abnormalities 

R/ Aldomet tab twice daily 

Analysis 

1. Methyl dopa is preferred during pregnancy 

2. Diuretics is preferred in HTN e oedema but it is highly contraindicated in pregnancy 

3. ACE inhibitors also is contraindicated in pregnancy 
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Case 8 

Female patient aged 45 years, e blood pressure 150/95 mmHg, 
obese, and she was diagnosed as hypothyroid patient and she is 
on Eltroxin 150mcg daily dose. On examination there was LL 
oedema and pulse rate 62 beats/min 

R/ Lasilactone 50 mg once daily 

Or R/ Ezapril 10 mg once daily 

Analysis 

1. Diuretics is recommended in HTN with LL oedema 

2. B blocker is not prefered in myxoedema or bradycardia as it may cause heart block 

3. In obese patient cholesterol and TGs are recommended 


HTN emergency ^ iaL^I ^ JaUjj iJu£ 


Complaint 

• Headache 

• ± Blurring of vision 

• ± epistaxis 

On examination 

Blood pressure more than 140/90 

Lines of treatment 

1. R/ Lasix 40 mg ( intravenous ) up to 2:3 ampoules 

Measure blood pressure every 30 min j j! cjl j* 3 J 

2. R/ Capoten 25 mg A ^ J )V Ajjjui ^y* A a* / (jLudlll 

Ja33 (JjjlqIj (j-o 

1c* <*— (jLudill jj jjI£ ^yajfi j ^y&j^ lAij (jfLaAl! 

3. R/ Epilat caps ( sublingual } 4*-^ £ aAH 30 15 ^ j ^ cj^VI a! 

Ja*jJa3! ^3 jLa. la^tA lLj j-la. A-^^y-^i Ja*jJa3l ^Ja jdJ AS )J ^jLuil3l CIj^LijVI (jjLjaflJ V s-LlJaVl I 
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4. R/ Nitronal vial ( 10 cc added to 90 cc Glucose 5 % ) 




Diagnosis 

• Headache 

• Drowsiness 

• ± Shock 

• Blood pressure < 90/60 

Treatment 

Blood pressure ( 90/60 : 80/50 ) -> R/ Dexa amp IV OR R/ Solucortif vial IV 
1 fljj j jj] jj. ■' jl p a 0 ^ f\ Uc. I i> 50/80 60/90 c> cj'jjj 

Blood pressure ( < 80/50 ) -> R/ saline infusion + R/ Dexa amp OR R/ Solucortif vial IV 



Home treatment 


R/ Effortil drops (10:15 drops / 0.5 cup of water once or twice or thrice daily ) 

AjfLii JSV I SJUJIj ^ .Ulutfl Je. Clsl^a ^11 .ikjJ J Jafij (JjjjjiuVl 


L_1j£ C JjJjjLVI <iakj 15 ^ 10 (J* 

_Jb (JLaxJjojI qS^ajqI 1 C t nVunj V j ^jAjuoII JaijJall ^3 


R/ Astonin H tab 
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N.B. search for the cause 


‘ _ ^cJLxj (jl > nil (jl ‘ _ J V j ' g *10 ys] *Ol < 3 LaC.| yuJa ya 

L» i >»11 o j l_llluiVI (j'fl * -a ys 

\ g 1A (jjjl*J (jjill yA JJjllj (Jiil y-AA ^ UxUjVI yA ^jjjlsU V (jjill J-lfr tjl J l-lxujyi 

(_ySc. J i_iia]l y} >ii~s VI j j (J‘ j (J3I& ' J .nj 1 V I ya\^)C.\ y& j 


Causes of hypotension 


1. Anemia 

2. Low blood volume 

• Bleeding 

• Excessive sweating 

• Excessive loss of fluids e.g. diarrhea and vomiting 

• Excessive use of diuretics 

3. Hormonal changes e.g. Hypocorticism 

4. Excessive use of vasodilators e.g. ACE inhibitors 

5. Heart failure 


1 Iron deficiency anemia 

Llojj! 

Clinical picture 

1. Dyspnea and rapid breathing 

(JAj Aic- (Jjdiil! (jjjJaJ 

2. Palpitation 

Jjg (jlj Aic. l— ilkll ClAjjjJaJ 

3. Easy fatiguability 

fLA\ A j» ^ A n ^ ^»Ll£3l Ale- <C.^)judJ L_l*2l3l 

4. Headache and blurring of vision 

<11 t* j 

5. Lack of concentration <=Alji^ <. 

9» jJa j L_l!)Ua3! ^3 j^aJ j <Jj» 

Investigations 

CBC microcytic hypochromic anemia 


Serum iron level less than 60 microeram % 
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Usuall treatment of anemia 


R/ Ferro-6 caps 



R/ Supravit caps 




R/ Depovit B 12 amp 



Parentral iron 
Indications of iron infusion 

1. Patient cannot tolerate oral iron as in gastritis and peptic ulcer 

2. For rapid response as in late pregnancy and before surgery 

3. Severe symptomatic anemia 

4. Malabsorption 

Iron preparations in egvntian market 


Sacrofer amp / Ferosac amp / Haemojet amp / Cosmofer amp 


Dose of parental iron 


Number of ampoules = 


( Body weight x Hb deficiency x 2.4 ) + 500 


100 


Hb deficiency = 12 - present patient haemoglobin 


Example 

? -j-jC. La Squall dlljlgjll 9 LJ..V j)?’ " A ua Ij (50 j j 


Hb deficiency =12-9 = 3 gm% 


Number of ampoules = 


(60 x 3 x 2.4) + 500 


= 9 


100 


Dr. Ali Ragab Ali 


Page 16 





3^0 100 (J^3 (Jj^-q1 O^ ^ (J^Ixaj Jaia ^Lq (Jj\^k x> ^Ij^laJl (J^J .1 

J^jUb 10 6 ‘IaJ Cj SL3jJ ^aJ ^9 -LaLaj IQ 3*ljVn (J-Ax^J ^IaII (jJj^Uil £jJajJ .2 

c_fljj^)j£ jJjjuo j JjSI (JjJuab (_paJ^)-<Jl (j9^J J ^J^laJl L_ ^jJ A-jjgjl ^al^jc.1 Cll^Ja 131 _3 

^juo 100 l£3 (J^laI ^j^aal (J jl^Jb ^j^JI cIjVj^I C5 ^W (j j ^ a j^ Ajjoal t^a\ jp*\ ^ 3*1*1 ^1 131 .4 

^Jaj 3*>jVlMl (JjLx^a <jj£j A^Luo (, *<inVl (Jjl _ 5 
3ajuj jlLa I*ijVlMl (J-Ax-q (jjfb A^Loj (, ^jb (3 

£J^)juj 3*nViMl (Jjbt-a Qjfb Ax^Loj c. <j>^i bJb _ 7 


JJLujI jl ^L1 3 6 J- 1 2 3 4 5 6 (jlxJ J ^1^1 (J& -1^1 J Jjf*) £u3J ^ULVI (J^axJ 


^^,|| A*j ^bl IQ ^jJjojI (j -0 ^LolSlI ^1 Sjjj^a Jdkj jIxj AJa^ykb 


Headace 


Etiology 
General causes 

Hypertension / Hypotension / Hypoglycemia / Anemia / Infections 

Local causes 


1. Errors of refraction 

2. Sinusitis 

3. Trauma 

4. Intracranial space occupying lesion 

5. Inflamation : meningitis / encephalitis 

6. Vascular : ICH / migraine 

Psychic and tension headache 

Diagnosis 

1. Measure blood pressure 

2. Measure body temperature 

3. Search for pallor 

4. Ask about constipation 

5. Ask about eye / nose / ear / teeth / CNS problems 

R/ Rheumafen 75 amp IM + Treatment of the cause £'-^' + J^a& ^ J jjJ 
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Treatment of tension headache 


Analgesics 


R/ Cataflam 25 tab 


-Ixj LfajJ djlj-a 3 i 


Muscle relaxant 


R/ Mylogin caps 



Antidepressant 


R/ Tryptazole tab 



Migraine 


Clinical presentation 

Paroxysmal hemicranial throbbing headache may be associated by visual disturbance 

Treatment 

Bed rest in dark room 

R/ Metograine tab 

2 tablets can be repeated up to 3 times dialy 

Migraine drugs are contraindicated in ( pregnancy/coronary diseases/PVD ) 
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Diabetes Mellitus (DM) 


Definition 


Impaired glucose metabolism due to insulin deficiency and/or resistance -> hyperglycemia 


Etiology 


Primary DM (>95%) 






1. Tvne I finsulin dependent DM! ... fit is due to genetic or immunological factors! 

2. Tvne II fnon insulin dependent DM! ... fit is due to genetic factors and obesitvi 


Secondary DM (<5%) 


Pancreatic diseases 


• Chronic pancreatitis / Cancer / Cystic fibrosis / Hemochromatosis / Pancreatectomy 

Endocrinal diseases f'h anti-insulin hormones 1 JuJ\ jp > n a iu jj j /j_i] ci** ] y j I iljlj <Ui 

• 'T' GH -> acromegaly 

• 'T' Thyroxin -> thyrotoxicosis 

• 'T' Cortisol -> cushing's syndrome 

• d^ Catecholamines -> pheochromocytoma 

• d^ Glucagon -> glucagonoma 

Chronic renal failure 

Chronic liver failure 

Drugs 

• Corticosteroids 

• Thyroid hormone 

• Diuretics 

• Diazoxide 

Gestational DM J* *aJ' jS-JI ls J 
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J Jjvl 



Type I 

Type II 

Incidence 

10% 

90% 

Age of onset 

Less than 30 

More than 30 

Body weight 

Usually decreased 

Usually increased 

Severity 

More sever 

Less sever 

Complications 

More common 

Less common 

Coma 

DKA 

Hyperosmolar coma 

Insulin level 

Low or abscent 

Early (high) ... Late (low) 

Insulin therapy 

Essential 

Not essential 

Oral Hypoglycemic Drugs 
(OHD) 

Not effective 

Effective 


Complications 

Macro vascular complications (atherosclerosis! 

• Angina / Acute MI / HF / sudden death 

• Ischemia of the lower limbs 

Micro vascular complications 

• Neuropathy 

• Retinopathy 

• Nephropathy 

Metabolic syndrome 

> Hypertension 

> Hyperglycemia 

> Obesity 

> Dyslipedemia (high TG / low HDL / high LDL) 
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Neurological 


• Peripheral neuropathy 

• Coma 

• Radiculitis 

• Stroke 

Gastrointestinal 

• Gingivitis / loosening of teeth 

• Gastroparesis / nausea and vomiting / abdominal pain during DKA 

• Diarrhea 

• Fatty liver 

• Chronic cholecystitis / gall stones 

Respiratory 

• Infections (especially TB and Pneumonia) 

• Kausmaul's respiration and acetone odour in breath during DKA 
Genital 

• Impotence 

• Pruritus vulvae / vaginal moniliasis 

Occular 

• Diabetic retinopathy 

• Errors of refraction 

• Cataract 

• Glucoma 

• Infection 

Urinary tract 

• Urinary tract infections 

• Stones 

• Diabetic nephropathy 
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Cutaneous 


• Pruritus 

• Infections (furuncles / carbuncles / cellulitis / abcess / fungal infections) 

• Diabetic dermopathy (red painless papules) 

• Necrobiosis diabeticorum (red painless papules with yellow center) 

• Acanthosis nigricans (hyperpigmented velvety patches) 

• Xanthomata (yellow plaques around eye lids due to hyperlipidemia) 

• Delayed wound healing 

• Diabetic foot 

• Insulin lipodystrophy 

Clinical presentations 

1. Asymptomatic 

2. Symptomatic: Polyuria ... Polydepsia ... Polyphagia ... Pruritus ... Parathesia 

3. Complications 

4. Clinical picture of the cause 


(jjtiLuj 4J! j SLia i_i jJIuj j Jjla ^s- i_LuuU AJLj £)t 

Investigations 

Plasma glucose ffasting and 2hrs post nrandiall 

• Fasting plasma glucose (N =70-110 mg/dl) 

• 2hrs post prandial (N= less than 140 mg/dl) 

Urine analysis 

• To detect glucose or acetone in urine 

Glvcosvlated hemoglobin fHb Alci 

• Normally = 6% of total hemoglobin 

• Estimates the efficiency of diabetic control 

A sA mi 3 jlXo ic. j£Lui j’i i ii ^ (_£JLa jSJh* ‘ 11 H U..'. j'? 1 
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C peptide 


• Decreased -> type I 

• Increased or normal -> type II 

jji* > nil jl (JjVI (j-a (jl£ ^ La 43j*_a] ''f'"? (S^ 

Investigations of complications 


• ECG / Urine analysis / Lipid profile ... etc 


Diagnosis 


.<. .1' 




1. Fasting plasma glucose > 126 mg/dl on at least 2 separate occasions 

2. Two-hour post pradial plasma glucose level > 200 mg/dl 

3. Symptomatic DM + random blood glucose > 200 mg/dl 


jUI l_ya^ya & j JajjLaJI 


Goals of management of DM 


lillc. Jl j"l 


1. Pre prandial plasma glucose 90 : 130 mg/dl 

2. Post prandial plasma glucose less than 180 mg/dl 

3. Hb Ale less than 6% 

4. Blood pressure less than 130/80 mmHg 

5. Cholesterol less than 150 mg 

6. LDL less than 100 mg% 

7. HDL more than 45 mg% 

8. Prevention of acute and chronic complications 


Life style modifications 


OJj O* 

Cjbj-uJilj £)* JJSS1I 

d 3 O- 4 ljI j- 4 5:6) & D jji-ua ^taVu*tt 

gjxuuVI ^ CjIj-4 5 A£-Luj ( t jt ... *Luabj]| A-ujjLuj ^blatj^Jt 

AStjAJtj CjjjjJaaJl 

^jvVilt g'UlaVt 

tg_b ^MVuaiIj A-illc- Ljbjluj Ajmb AjjliJl db^lj jjLuaaJ) ^UIaV) 
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jjSSjiJt JIa Ljl jWaII jt AJoLuuil LjbjLuJl ^t,^Vu*ll (JA JjIiHl • 

Ajj* A/y\ tgJV qa JalAaJ) • 


Jt 


ljLjjj-uuj 

ASIjSj 



OIjJoAjjjS 


a^lj jLuu AaIxaj 

jJaLJa jl jbl 

j! AIjLma A asi\\ 
<JJL^ AjlLS 

2 jl JjS a/faU 

«♦ 

i Sjfc j i l/ii 

jUaaVt 

ljjLuoj jl S jU^ + 



A^Sli S j-ajj aJoLuj 


AjlLS j) AajS £jj 
( iLuji jt 

j' Jj' <j c ’^G» 4 
AjjjSjla 


A^_£li S j-aj 

2 AAaIai Ajl^ j 

lsGj uijS 
a^lj jLuu AaIjlaj 

ah jl jUik 

jl Ai jiuLA 4 rf/ijj 
<JJL^ AaL£ 

2 jl Jjs a/fal* 

^ 4 A« 

«♦ 

t Sjfc j ( 

f Lujtii 

jjfcua ^ <-r>j£ 

3 Aiaia. 4aa.j 


Oral Hypoglycemic Drugs 


Sulphonylureas 


■j. 


1*1' 4ij3U ft 


jll 


J 4£. 


,..S,U 


Egyptian market 

R/ Amaryl 1,2, 3, 4 mg Ll«ajJ ^ a 0 Ixajj eA^-lj a^ya 

R/ Diamicron MR 30,60 mg Ll*jJ 

R/ Daonil 5 mg <» o 3 ' j*' 3 cs-^' 12 o 3 j* *■ < > '*>’> j' o^ 3 j* 

Mechanism of action 

• 4/ insulin resistance 

• 't' insulin secretion 

• 4/ hepatic glucose production 

Side effects 


• Hypoglycemia 

• Bone marrow depression 

• GIT irritation 

• Skin rash 
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Biguanides (Metformin) 


Egyptian market 


-L 




J * *Jilt 


R/ Cidophage 500,850,1000 mg Jajjj Li/ajj oA^lj a^ya 


Mechanisms of action 


• 'T' passage of glucose into the cells 

• 'V anaerobic glycolysis 

• 4/ appetite 

• 4/ glucose absorption 

• 4/ gluconeogenesis 

Side effects 


• Loss of appetite 

• GIT irritation 

• Lactic acidosis 

• Anemia (due to vitamin B12 malabsorption ) 


Alone they donot cause hvnoglvcemia 


Sulphonylurea + Metformin 




4 £- 






R/AmarylM 2/500 Llxajj j! j 6^0 


Repaglinide 


R/ Novonorm 0.5,1,2 mg cjL*. jit J jLj jaJIC. Jla, -liJjJ Vj . . ClLa. jll (Jj3 “tcLul ‘ a ^ ' 

(jLo&VI jLa Aijlii <3 (J > lafljj 


Acarbose 


R/ Glucobay 50,100 mg <-JjS 


Thiazolidine-diones 


R/ Glustin jUaa^l a». 1 j <_K>ja 
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Contraindications of OHD 


1. IDDM (jjLuiVI ^ ^glc. JjVI ^ V 

2. NIDDM with sever hyperglycemia 3JUJI ^ 

3. DKA i_l^j JjJlj j»^lL <iu»j ^liijl (j^ ^Lill ^jill ^Ic- ^ 

4. DM with pregnancy ^ LiL Ltia a ^11 <_j jfaJI ^l-iabuJ £- 

5. Surgery ^all ^-Lb (jV ^1-iabuJ i__l^j ‘ba.IjaJI ^ 

6. Sever liver diease j j* ^ jj£ jM ^ J^\ ^ ji^ 

7. Renal disease j 4 ^' j* ^ jj^ jM o»l jaVl ^ 


INSULIN 


Indications of insulin therapy 


J ^ J. 


J.\ cumuli 


1. IDDM (_>^j Ab*J I j (JjVI 

2. NIDDM with failure of OHD o^*' jaVl i> cblc. ^j-^al ^.iaU ,>> ^ jib j£J! <_>alLLjl ^ 

3. DKA (once DKA always insulin) 

4. Diabetes with pregnancy *biil 

5. Surgery <=>■' cj^La. ^a 

6. Sever liver disease <^' j j* o 3 ' i> ^4? i> ^ 

7. Renal disease <^' j 4 ^' j* ^ o^' j*Vl c> ^ i> 

8. Sever stress e.g. infection 


Most common types of insulin 


Short acting insulin 


Onset =30 min 

R/ Actrapid 
R/ Humulin R 


Peak = 3 hrs Duration = 6 hrs 

( < __ s jL-ait dl£l 

' j k* .jj^I £iVU ^a JjIj CbSVI ^ 

l_jUl ^ La Ullx-j (jjj<_a L»jaV' Jjb«-aJj A ij» a Ac. j~v j 

j jl (J - ^axll J (Jgj^)Ja ^jC. ~ "J 
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Duration = 24 hrs 


Intermediate acting insulin 
Onset = 3 hrs Peak = 8 hrs 
R/ Monotard 
R/ Humulin N 
Long acting insulin 
Onset = 4 hrs Peak =16 hrs Duration = 36 hrs 
R/ Detemir 
Insulin mixtard 

Content = 30% short acting + 70% long acting 

R/ Insulin mixtard 40 or 100 ( ^ 

.llaJI Claj 100 100 -II 40 (jjfjJ-ojl 40 -II ^ Ja*j 

Dose of insulin 


Insulin actranid fIV or IMi 


Plasma glucose level 

200:250 

250 : 300 

300 : 350 

350 : 400 

More than 450 

Insulin units 

5 U 

10 U 

15 U 

20 U 

25 U 


Insulin mixtard f subcutaneous! 

Insulin units = Body Wt. x 0.7 

2/3 of the total dose -> before break fast 
1/3 of the total dose -> before dinner 


js-iHj jl oAjjlL) JaSj./iVI J AiA=Ci Jbu 
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Follow up of Diabetic patient 

1. Blood pressure 

2. Urine analysis 

3. Kidney and Liver functions 

4. Fundus examination 

5. Lipid profile 

6. ECG 

7. Abdomino-pelvic U/S 


How T o DeaL cAlh 


UUflidt jl £jJ>jjVI A^ $Jbjj ^^JabjJlj g-ab jbb £-a S j-uib-a ^j-ubVb £^UJ| i-ib JjVl £jUl • 

^jJb j!LuJ| (jjfijoLA (JjjLuj) 

jl AP jaJ) (JA IjJjj OHD * AjI VuaiVI JIa ^^bjJtj ^liiJl g-ab jJb ^1 jaWb \±u ^taJ) £jUI • 

^-iSb jLuJl (j jluia jfljbah tgj ^j-a-ujaJl CjI^ jaJ) Jj.1v ^ f IjJ <j-a jj£I ^MVuab 

^lijJj-uJl _j dlxa 1^ (jijj-bl ^ aa JjjLal ( ^JjVI Ag>j avail j _j dlxa IJju t fljvlll (jiajj-bl ^ • 

£)bj-ubVI ^hVu*it <^Jl LvJj <j^l jSVI (j-a Cjl£ j-aJ) ^uaSl ^hVuAit Jju ^.llb jLuJl jluta Lbbbl Jl^ • 
(jbj^bl ljI±vj 10 5 <jb j^jJVI Jjjj ^ilb jLubl jluta n (jl j Igj ^^j-all A^jvJb £)^J-^VI )Jb • 

^jJb jLuJl jluia frau^a n 

Jju jJali j >uJl ^jjjbLj jLuJl jabbbl ^J-a ^vl • 

AjjLuia]) Ap jaJ) Sjbj i jvj AjI Jjj ^jL^vS) jLuJl £lij jl dlJiJj aa AbLuia]| AP jaJ) Jjj ^jLu^SI jLubl ^jluta • 

^b^bVI jl OHD f 

jl OHD f tj-ui Ajvl u/^lt A^ jaJ) $Jbj cjaj AjI Jjj APlij j| aa jlatiJl jS-uJ) ^jluta aa £L£j]| <jjAj cg&J • 

^^dbVI 


Drugs to prevent complications 


To prevent hypertension and proteinuria 

R/ Capoten 25 mg ac-Lu <■ L.Vn <Jjs L-«jj ( - j 1 j* jl (jjj ja ^ya ja 

To prevent hyper cholesterolemia 
R/ Ator 10,20 mg ^LuiaJI aj Llajj i^yajfi 

To prevent acute and chronic complication 
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R/ Aspocid 75 mg ^ * j* j5 j' 


Vitamin B support 


R/ Neuroton tab 



OR R/ Neurovit amp 


3 (J‘ A V 1 )^ 



Diabetic neuropathy 

R/ Tegretol 200 mg CR ( once daily before bed time ) 
R/ Sulid tab ( twice daily after meals ) 




History 

The patient is diabetic 

Complaint 

• Polyurea 

• Thrist 

• Abdominal pain 

• Nausea and vomiting 

• Weakness 

• Blurring of vision 

On examination 

• Dehydration 

• Hypotension 

• Tachycardia 

• Cold extremities 

• Kussmaul breathing 

• Smell of acetone 

• Coma 
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Investigations 


Random blood glucose usually more than 200 mg % 


Urine acetone positive acetone in urine 




J jA\ AilC- (JjIlojVI JaJjjoi 

( + ) qjjjjojI (J JaJjjaJl j\ 

(+ + ) (jjjjjaj! i\l (Jjaul JaJ^jaJl jl 

(+++) (jjiijaji ^jjuoVI ujll cJ (j ijl 


Routine investigations Urea and creatinine / urine analysis / CXR / CBC / CRP / Na and K 

(JtaJl ^9 jjn x mV I j U-oC- aJJ 


(J .AxJj U-olxSlI ^aJJ LqJIxJ \ g (JJLallll La! 


Precipitating factors of DKA 


• Missed insulin dose jJ j-^VI ^ 

• Stress CS^^d' JJjjll 

• Infection ajj^I cfiyWj <_sjj jllj <^**--11 ^k ajI^pJI A^. jJ lij jl jl Cli j. 1 ^. 

• Stroke and MI 

• Undiagnosed 


Problems we deal with 





J 1 2 3 4 5 6 . 


1 . Dehydration jla^VI <=■*' _ ^-Ml 

2 . Acidosis 

3 . Hypokalemia 

4 . Hyperglycemia 

5 . ± Infection 

6 . ± Thrombosis 


l^i] j ‘ . I (jl£ I jl A_J o^)Iajji 3 Jbu^ j Iglaaj A ^1 a (Jjl 
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Dehydration 

CjVI 500 cA$V! Vj^Jl L5^ 

A^LoJ y4 ^XJ ^aooJ 500 
A^Luj JbtJ ajoj 500 
(jj^Loa ^ 500 

cijlc.Laj 3 ^ 500 

dllc-Luo 4* ^XJ ^juo 500 

c. qU'vll Iji£a j 

^jui 500 + ^jtaJ! l£ J^W l (jl villlj ^JVj 
<c.Luj 24 (Jjl (jg& ^ it^sJ 6 (j-^^^l s^lc- 

% 5 £cUl (J jla^a (jAiLaaJ % 270 clF* ^)fLuJl ^jJjua-a (j^aikjl 131 *Uajpw.La 

^jC- ^)£jaill (^jJjua-a jniVlj V iS^ 

Hyperglycemia 

^la (Jj^x> A_i}tS3! V jjiKll 

AilS^ll ^ A laflj ]_5 Vi ^3La (jJ jjuojI j 50 L_flLjaJ 

( 10 / (j_3jll — (Jj-lS jjuojI s-UaC-1 

at-Loj (_]^ ^aIIj jLJi ^ j)*i a k\A (jjjiij 

Hypokalemia 

3 (J^l ^ ^JjuAj^aII (^jUnxi (j^ 131 VI ^ ^J^Vl ^ (Jj) W A Ap^L^^ (J^l ^3 ^JjuoIj <. — \) x ^>1 V 

A-ijlill AaIajII ^j-a ^l^Ll ^La J^l^-a A-^l^^j (j£J ^ jJjuoIj^Ji (J^J-al cJiljJaJ 

How to calculate number of potassium ampoules needed ? 

Number of ampoules = ( Deficit x y 2 body weight ) / 10 
Deficit = 3.5 - K + level of the patient 
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Acidosis 


Do correction only if ( PH < 7.1 or HCO3 < 10 ) 

Number of ampoules = Deficit / 25 
Deficit = 22 - HCO 3 level of the patient 

Do V 2 correction ^ ^ 100 cj ^ 

Infection 

Gram +ve R/ Unictam 1.5 gm IV injection every 12 hrs 
Gram -ve R/ Cefotax 500 mg or 1000 mg IV injection every 12 hrs 
Anaerobes R/ Flagyl bottle every 8 or 12 hrs 
Fever R/ Perfalgan bottle every 12 hrs 

Thrombosis 

R/ Clexan 20 or 40 or 60 or 80 mg subcutaneous injection once or twice daily 
Use these cone, according to body wt. ( If body wt. = 60 kg use clexan 60 mg ) 
Avoid clexan in renal impairment and use Cal-Heparin 

Feeding and insulin 

Feeding start feeding gradually by fulids then semisolid and solid food 
Intravenous insulin stop it when the patient starts oral feeding 
Subcutaneous insulin start it 2hrs before cessation of insulin infusion 

Treatment of brain oedema 

• Head elevation 

• Mechanical ventilation 

• Mannitol 20% 250 cc every 12 hrs ( Rate = 60 drops / min ) 

• Lasix 40 mg amp. every 12 hrs 
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Follow up 

• Vital data (jJJC.Lu) ji “tc-Loi (j£ JaxjJall 4jutxo 

• Hydration 

• Random blood sugar ( hourly ) <_£ jiuJI ^ kxAi* * 

• Sodium and potassium ( every 2:4 hours ) 


Hyper Osmolar Hyper Glycemic State 


Clinical picture 

1. Old age 

2. Type II 

3. Gradual onset of malaise ( weakness / confusion / coma / hemiparesis ) 

On examination 

• Severe dehydration 

• Tachycardia 

• Hypotension 

• If + focal neurological sign CT is mandatory 

Investigations 

• Glucose > 600 mg/dl 

• PH > 7.3 

• HC0 3 > 15 

• Serum osmolarity > 320 mosmol/L 

Serum osmolaritv = (2x"Na + K") + ( serum glucose / 18 ) 

Management 

Like DKA but note that 

• Fluids is the corner stone of treatment ( give 1:2 L saline immediately ) 

• Insulin is less important as the main problem is insulin resistance not deficiency 

• Give insulin after correction of hemodynamic state 

• Correct potassium level 

• HCO 3 is not required 

• Clexane is very important 
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Hypoglycemic coma 


History 

• High insulin dose <c. j? Jl j&l i> <c. ja. .ii.1 

• Missed meal <JjUj1 ic.jA\ Cf 

• High dose oral hypoglycemic drugs 

Presentation 

• Coma 

• Drowsiness 

• Sweeting / Tachycardia / Coldness 

• Wet tongue 

Investigation 

Rapidly estimate random blood sugar ( usually below 65 mg% ) 

Management 

• Cannula insertion ( peripheral vein) 

• Dextros 10% 

• Direct injection of 50 cc of Glucose 25% 

• Estimate RBS after 5 minutes 

• Advise the patient ( How to control blood glucose level ) 
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Diabetes insipidus 


Polvuria and loss of free water f 10:15 L/24hrs 1 due to 

1. Loss of ADH secretion 

2. Renal insensitivity to ADH 

8jj£ L-UUdUj JjUl jTjjall V (J^JJaH 

Clinical picture 

1. Polyuria jjfraJSjJjjj 

2. Nocturia ^ jjlUUiil JjUll 

3. Compensatory polydepsia ^"lllll jA ? aLUl <_j 

4. Dehydration 

Investigation 
Water deprivation test 

1. Failure of urinary concentration 

2. Restoration of urinary concentration with vasopressin 

ALjla SjjiS SLloJ) JjUjj ^LuJVI (2)1 J 1 a (j& JtJjj (2)1 qa JjjI! 4j£ jISl <iilj£3| 

4JjjL tliljjil sLmII <jjajjAit JjUjj I j| ^j& 4 Uaia-La Jlaj JjjI! jIS) <iilj£3| <j*a jaII life Lai 

JjjjII Jtuxall (2 )Jj> I (jjajjAll JjUj |jl JlJjj JjjIS 4jfr jIS) <iilj£3| £)| jaII life jj ji!| j 

Treatment of Cranial DI 
Desmopressin 

R/ Minirin 0.1 or 0.2 mg tablet once - thrice daily 

Treatment of Nephrogenic DI 
Desmopressin 

R/ Minirin 0.1 or 0.2 mg tablet once - thrice daily 
Thiazide diuretics 
R/ Natrilix tablet once daily 
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Bronchial asthma 


Definition 

• Clinical syndrome characterized by recurrent episodes of airway obstruction 

• The episode includes 3 main symptoms ( Cough / Dvsnnea / Wheezing ) 

Complaint 

• Occurs in late night or early morning due to high vagal tone 

• Triad of cough / dyspnea / wheezing 

• Duration few minutes / several hours / days jVl ^ 

Auscultation 

• Vesicular breathing with prolonged expiration 

• Generalized rhonchi mainly expiratory 

Investigations 

Bronchial asthma is a clinical syndrome and investigations have a little role 
Chest X ravs may be required in severe and complicated cases 

Emergent treatment of bronchial asthma 
Inhalation set jCHU 
( 1 cc Farcolin or amp Atrovent + 2 cc saline ) 

Asthma cocktail 

( Aminophylline + Avil + Dexa + Bisolvon ) slowly intravenous or over 100 cc ringer 

(Jjjul + LujSjJ (Jjial + Jjfll 4_JI l V ■ -o jajjj 


> nit j JajuJall J ^ ^3 4 A*iVi , J ^ 1 ■ Xj \ll J 


If not improved 

( R/ Solucortef vial intravenous + continuous inhalational sets + O 2 ) 


J jjiLjII jjj jjj 4jL jj^-0 1 J J“'" 
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If not improved 

( chest x rays and ABG is required and refer to chest department ) 

Treatment of stridor 

Inhalational set ( amp Adrenaline + 2 cc saline ) 

R/ Solucortef vial intravenous 

Treatment of bronchitis 

R/ Hibiotic 625 mg or 1 gm tab thrice daily for 7:10 days 7 cA&L- 
R/ Panadol tab thrice daily after meals J£VI 3 <_k»j3 

R/ Allvent syrup thrice daily cjltU 8 <_£ 5 

Home treatment 

Attacks less then twice weekly ^ JSl J ^vij VjVt 

R/ Ventolin inhaler ( puffs when needed ) Jaia jJ jlia 

Attacks twice weekly or more ^ C&j* <> 

R/ Metrovent inhaler ( long acting p agonist ) twice daily 
R/ Celinil forte inhaler ( corticosteroids ) twice daily 
R/ Theo SR 100 or 300 ( aminophylline ) twice daily except Friday 
Severe cases ( V SjjiuJI ^ 

R / Hostacortine H 

Dose ( 3x3x3 ) then ( 2x3x3 ) then ( 1x3x3 ) then ( 1x1x3 ) 

Prophylactic treatment 

R/ Zaditen tab ( one tablet before bed time for 2 months at the start of spring and autumn ) 

j! t 4 jIaj ^-9 oJu] (Jj 2 j s 4 U jl > > 1.0 
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Common Cold 


Complaint 

• FAHM 

• Rhinorrhea / Dry cough / Sore throat 

On examination 

• Congested throat 

Treatment 

Non nharmacological treatment 

• Bed rest j 

• Increase warm fluids intake ( j j j Jj' jbSVI 

• Cold sponge 

Pharmacological treatment 

R/ Allercet Cold caps once daily 4* ji j oj* o ^\ jal 
Or R/ Brufen Flu tab twice daily 

R/ Otrivin ND 3 drops in each nostril thrice daily for only 5 days j -Lb 

R/ Immulant caps thrice daily CjV 
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Herpes Simplex 


Complaint 

• Small grouped vesicles on erythematous base 

• Regional LNs are not enlarged except in 2ry or associated bacterial infection 

Treatment 

Local 

R/ Acyclovir 5% cream 4:6 times daily 

Systemic 

R/ Acyclovir 200, 400, 800 mg tab thrice daily (every 8 hrs) for 7:10 days 


Bronchitis 


Complaint 

• Past history of common cold 3:4 days ago 

• Past history of dry cough then productive cough 

• FAHM and may be vomiting 

On examination 

• Fever 

• Congested throat 

• Enlarged tonsills 

• Enlarged lymph nodes 

• Coarse crepitations 

NB cough may persist for 2 weaks 

A -XU *ljJ) liljl ^ j A (jl ‘s'i ■vjj j ‘ Q J ’ (jV A ag a “Lajisua 
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Treatment 


Non pharmacological treatment 

• Bed rest j 

• Excess warm fluids intake ( j j j uj"4! ) i> 

• Cold sponge 

Pharmacological treatment 

Antibiotic 

R/ Hibiotic 625 mg or 1 gm tab every 8 hrs for 5:7 days 8 <_£ <_K»ja 

Analgesic, antipyretic, and decongestant 

R/ Brufen Flu tab thrice daily 
Mucolytic and expectorant 

R/ Allvent syrup thrice daily cjltU 8 <-£ ^ 5 

In sever cases we can start with IV or IM injection of antibiotic vials for 2 or 3 days 

R/ Flumox 1 gm or R/ Sulbin 1.5 gm vials 

<_S-a£j (jjJbt-j j AC'Lui 12 J* jl ijlij oAiJLud]l ^9 


Pneumonia with out co -morbidity 


Definition 

It is inflammation of the lung substance ( Lobar / Diffuse / Bronchopneumonia ) 

Clinical picture 

1. Fever / Rigor / Shivering 

2. Headache / Anorexia / Malaise 

3. Nausea / Vomiting 

4. Cough followed by mucopurulent sputum 

5. Pleuritic chest pain 

6. Haemoptysis 
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Auscultation ( Crepitations and decreased air entry over the affected lobe ) 
Percussion ( Dullness over the affected lobe ) 

Investigations 

• Chest X rays 

• ABG 

• Sputum culture 

• Blood culture 

Treatment 

Non pharmacological treatment 

1. Bed rest 

2. Small frequent light diets 

3. Plenty of fluids and vitamins 

Pharmacological treatment 

R/ Cefotax 1 gm vials ( twice daily for 5 days ) 12 j' 4 uj 

R/ Klacid 500 mg caps ( twice daily for 7 days after meals ) 12 <_£ 

R/ Allvent syrup ( thrice daily ) cjltL- 8 <_£ 5 

R/ Cetafen plus ( thrice daily after meals ) 


Gastroenteritis 


Definition 

Acute disease with diarrhea and/or vomiting and avariable degree of systemic illness 
Food poisoning is a term used to describe a self limiting form of gastroenteritis caused 
by eating contaminated food 
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Etiology 



Viral 

Bacterial 

Protozoal 

Causative 

organism 

Rota virus 
Enterovirus 
Adenoviurs 
Norwalk virus 

E. Coli 
Salmonella 
Shigella 
Campylobacter 
Vibrio cholera 

E. Histolytica 
Giardia lamblia 

Stool 

criteria 

Watery 

High frequency 

No blood 

No mucous 

No tenesmus 

No abdominal pain 

Watery 

High frequency 
More blood 

Little mucous 
Tenesmus 

Abdominal pain (on & 
off) 

Semisolid 

Less frequent 
Little blood 
More mucous 
Sever tensmus 
Sever abdominal pain 

Fever 

Low grade 

(does not exceed 38.5) 

High grade 

(40 Celcius or more) 

Moderate grade 
fever 

(between 38.5 and 40 c) 

No fever 

Stool 

analysis 

Free 

No pus cells 

No mucous 

Pus cells 

Mucous 

Blood 

E. Histolytica 
Giardia 

Mucous 

Blood 


Clinical picture 

Most episodes of gastroenteritis are mild and self limiting 

Typical presentation 

1. Vomiting 

2. Diarrhea 

3. Cramping abdominal pain 

4. With or with out fever 


Investigation 

• Stool analysis 

• Stool culture 
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Assessment of dehydration 



A 

B 

C 


No dehydration 

Some dehydration 

Sever dehydration 

Condition 

Alert 

Restless / Irritable 

Lethargic / 
Unconscious 

Eyes 

Normal 

Sunken 

Very sunken and dry 

Tears 

Present 

Abscent 

Abscent 

Mouth and Tongue 

Moist 

Dry 

Very dry 

Thirst 

None 

Thirst 

Thirst 

Drinks 

Normal 

Eagerly 

Not able to drink 

Skin turgor 

Normal 

Reduced 

Markedly reduced 


Management 

Rehvdration ti* ftttllU 

Diet 

Medications 

Rehydration 

The primary treatment of gastroenteritis in both children and adults is rehvdration 

No dehydration 

Oral fluids are given freely and normal feeding is encouraged 

Some dehydration 

ORS (400ml after each bowel action) in addition to water and other fluids 

Sever dehydration 

Intravenous access with Ringer's lactate or normal saline infusion 

(30ml/kg over 30 minutes then 70mg/kg over 2 hours) 
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CjbjjAait 


Diet 


(^Luo _ jgxjLU _ (JjoixJlj _ (, <jjq-s ^)fLaj — c bia> ^)fLaj ^liS _ ^Sj ^jlc- 




ljV j£LaI| 


CjI^j ^ x> _ — A-ul^ x> _ _ <S^Lai-<i Ajj^)Sjt>a _ JJ _ Jja i *aC. (jLuJ 

Medications 

In severe cases we can start with fluids infusion <J**± s 4u£il ^VLaJt ^ 

Glusose 5% + Primperan + Buscopan + Zantac ± Cefotax 1 gm ± Flagyl bottle 

ia£3 oA^lj sya (Jjlxj ^ji^wQ-o 


^jxajj oJLa] <tc.Lu) 12 Ail«j ^jSwQ-0 j 
4 »al*JI ‘ _ '■ "**■ ^-Ic. 


Antiemetics 

R/ Gastromotil Tab. Thrice daily 15 min before eating 

AoLui (_Jj 3 Ll-ajJ dll^a 3 

Antisnasomdic 

R/ Spasmodigestine Tab. Thrice daily 15 min before eating 

Antacid 

R/ Antodine 40 mg Tab. Once daily before bed time 

I_Jj 3 Lbajj a^^lj a^a 

Antipyretic if feverish 

R/ Aspegic vials IM or IV twice daily in the first 12:24 hours 

R/ Brufen 600 mg sachet twice daily after meals in the following 3:4 days 

- 1 *J LfajJ (. La ‘ a *•»' 
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Antibiotics 


Ciprofloxacin 500mg twice daily 

Septicaemic salmonella infection 
Sever shigellosis 

Erythromycin 500mg twice daily 

Sever Campylobacter infection 

Doxy 100 MR twice daily 

Yersinia 

Vibrio cholera 

Flagyl 500mg thrice daily for 10 da; 

E histolytica 

Giardia lamblia 

Septazole twice daily 

Cyclospora 


Antibiotics containing Norfloxacin and Tinidazole jpUaVI j 

R / CONAZ tablets 
R/ Tinidol Plus tablets 
R/ Norfloxacin TZ tablets 

10 oAa] AoLui 12 c 


Acute gastritis 


Etiology 

Drugs Aspirin / NSAIDs / Corticosteroids 
Stress Sepsis / Shock / Sever burn (curling's ulcer) 

Other Infection / Cigarette smoking / Alcohol intake 

Clinical picture 
Asymptomatic 

Epigastric pain related to meals increases at night and early morning 

Dyspepsia / Nausea / Vomiting / Haematemesis / Melena 
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Investigation 

Upper endoscopy in severe cases 

Treatment 

Avoiding the offending cause 

^ A ~ J J)jj J ^ I j i. *’ ]\ ^ C- 

Antacid S-ixJl I flhU 

R/ Mucogel susp one spoon before meals 

H? recentor antagonist 

R/ Ranitidine 300 mg once daily 15min before dinner 

(Jj 3 jl ‘CC’Lui (Jj 3 IxajJ 'A W ' j 

Proton numn inhibitors ^ 

R/ Pantoloc 20,40mg tab 
R/ Rabicid 10,20mgtab 

jtiaSVI (_Jj3 j ^Luoxll (_Jj3 LixjJ oja 

Motility regulating drugs 

R/ Motil Fast sachet £jjj i_jj£ j ^ (_>*£ 


Chronic gastritis 


Types 

1. Chronic active gastritis -> Helicobacter pylori 

2. Autoimmune gastritis 

3. Chemical gastritis -> chronic NSAIDs ingestion 
Clinical picture 

See acute gastritis 
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Investigation 

Anti HP IgG antibody in serum 

HP antigen in stooL 

Treatment of H pylori (Triple therapy) 

R/ Trio clar caps. Twice daily for 2 weeks jj 14 s-i*l acU- 12 <_£ <1 


GERD 


Definition 

Abnormal gastro-esophageal acid reflux 

Etiology 

• Failure of the tone of LOS 

• Poor esophageal peristalsis 

• Delayed gastric emptying 

• Large hiatus hernia 

Clinical picture 

• Epigastric pain 

• Heart burn 

• Dysphagia / Haematemsis / Melena 

• Aspiration pneumonia 

Investigations 

• Oesophagoscopy 

• Barium swallow 
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Treatment 

Antacid 

H? recentor antagonists R/ Ranitidine 300 mg tab once daily 
Proton numn inhibitors R/ Pantoloc 40 mg tab once daily .... 
Prokinetic drugs 

R/ Motilium tab thrice 15min before meals 

Weight reduction 

Raising the head of the bed during sleeping 


Gastritis in Emergency 


R/ Pantazol vial diluted in 100 cc ringer intravenous infusion then vial every 12 hrs 
R/ Mucogel susp thrice daily 


Mallory weiss tears 


R/ Fastcure 20 or 40 mg tab once daily 15 min before meal 
R/ Mucogel susp 15 min before meals 
R/ Motilium tab 15 min before meals 


Gastric ulcer with active bleeding 


Wash with ( 500 cc saline + 3 ampoules of Adrenaline ) via Ryle tube 
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General management of bleeding 


Intial management 




Check pulse and blood pressure 
Oxygen mask if needed 

Insert right and left cannula ( peripheral vein ) 
Blood group 


Lijlu tyjjjjA Jjt 

<_ij jil! jjlLo W , >.'1 ' i_jj jj]| jj (JjL=Ci 


C jjjl£ v_j£jj 


4 b , ,-.a\l J 4 ijf. Aklj 

1_SJ i__ia jj J v_j£jj 


Infusion of 


• 500 cc ringer 

• R/ Dycinone amp. ( 2 ampoules ) 

• R/ Cyclo-Capron amp. ( 2 ampoules ) 

• R/ Vitamin K amp 

• R/ Zantac amp. 

Indications of blood transfusion 


• Acute blood loss with pulse > 100 pulses /min or blood pressure < 100 mmHg 

• Hemoglobin < 7 gm% 

• Hemoglobin < 8 gm% in cardiac or chest patient 


N.B. 1 unit packed RBCs -> 1 gm hemoglobin 


Complications of blood transfusion 


Allergy 


• Intravenous injection of ( Avil + Dexa ) 

Fever 


• Intravenous injection of ( Avil + Dexa ) 

• Intramascular injection of ( Declophen ) 
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Incompatible blood transfusion 


• Fluids -> give vigorous IV fluids 

• Diuretics -> ( Lasix + Mannitol + Dopamine ) 

• NaHCOs 

Viral hepatitis 


Renal function tests 


Blood urea ( N = 20:40 mg% ) 

BUN ( N = 10:20 mg% ) ( urea = BUN x 2 ) 

Serum creatinine ( N = 0.7 : 1.4 mg% ) 

Creatinine clearance in males ( 90:140 ml/min ) 
Creatinine clearance in females ( 80:125 ml/min ) 

Creatinine clearance = 

p 

U = Urine creatinine 
V = Volume of urine / min 
P = Plasma creatinine 


Urine analysis 


Color 

Normal -> Amber Yellow 
Colorless f Polvurea 1 

• DM 

• DI 

• Increased intake 
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Red 


• Hematuria 

• Hemoglobinuria 

• Myoglobinuria 

• Rifampicin 

Brown 

• Bilirubin 

• Flagyl 

• Nitrofurantoin 

Blue 


• Amitryptiline 

Green 


• Pseudomonas 

Black 


• Alkaptonuria 

Odour 

Fruity / sweet ( ketonuria ) 

Acidic 

• Normal 

• Ascorbic acid 

Alkaline 

• Renal tubular acidosis ( renal tubules unable to excrete hydrogen ions ) 

• Na bicarbonate intake 

• Urinary tract infection with urea splitting organism ( proteus ) 

• High vegetable diet 
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Specific gravity 
Increased 

• DM 

• Protein intake 

• Volume depletion 

Decreased 

• DI 

• Increased water intake 

Urine proteins 

Normally - 150:200 mg/24hrs 

Less than 3.5 gm/24hrs 

• Nephritic 

• CHF 

More than 3.5 gm/24hrs 

• Nephrotic syndrome 

Normal albumin < 20 mg/L 

Microalbuminuria f 20:150 mg/L ) -> microalbuminuria ( early diabetic nephropathy ) 

Pus cells 

If more than 4 cells HPF -> Pyuria 

If more than 10 cells HPF -> Significant pyuria 

Red blood cells 

If more than 5 cells HPF -> Hematuria 
Prerenal causes 

• Anticoagulant 

• Bleeding tendancy 
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Renal causes 


• GN 

• PN 

• Tumors 

• Stones 

Postrenal causes 

• Tumors 

• Stones 

Casts 

RBCs Cast ( acute GN ) 

WBCs Cast ( pyelonephritis ) 

Hyaline Cast ( nephrotic syndrome ) 

Fattv cast ( nephrotic syndrome ) 

Broad cast ( dilated kidney tubules in CRF ) 
Urine crystals 

• Uric acid 

• Calcium oxalate 

• Calcium phosphate 

• Cystine 
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Urine Crystals 


Urate crystals 
Pharmacological treatment 

R/ Urosolvin sachet 

One sachet diluted in V2 cup of water twice or thrice daily 

Diet 

ijJI // V j£ll // jlSISli // // jlill p 

iUitfl // ja.IjJl // f jaJll 
jjxill L_ll ji 4-t-aLa. ajilj Jil j^JI L_lji Sjljj 

Oxalate crystals 
Pharmacological treatment 

R/ Epimag sachet 

One sachet diluted in V2 cup of water twice or thrice daily 

Dite 

// j^iVI Jilill // jj^VI Jilill // ^jbj-Jl J jilt // bj^l J jill // CiiUi-JI // a^LII // 

jliill // <ljl jail 

ajUj Jilj.il c_ij-klu 0 jljj 

Phosphate crystals 

R/ Vitacid eff tab 

Tab in % cup of water twice daily 
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Urinary tract infections UTI 


Complaint 


Lower UTI 

Upper UTI 

Mainly local manifestations 

Maily systemic manifestations 

No or low fever 

High fever 

Supra-pupic pain 

Loin pain 

Dysuria 

Vomiting 

Incontinence 

Rigor 


Investigations 
Urine analysis 

• Pus cells > 5 cells / HPF 

• RBCs may increase due to congestion 

CBC 

• Leucocytosis 

Urine cultur 

• Required if pus cells more than 20 cells / HPF and in recurrent UTI 

• Urine culture must be taken before antibiotic therapy or 48 hrs after stoppage of 
antibiotic therapy 

Kidney functions 

• In prolonged or recurrent UTI 

Treatment of UTI 

Non pharmacological treatment 

• Excess fluids intake ( 2 ) Jj' jliSVI 

• Urination immediately after desire 

• Good hygiene decreases the infection 
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Pharmacological treatment 

R/ Ciprfar 500 mg twice daily (every 12 hrs ) for 10:14 days 
R/ Healthibact 400 mg tab twice daily for 10:14 days 
R/ Ceftriaxone 1 gm vials once daily for 5:10 days 

b^A I (J)aa ' ■» 

(JjJI dAjlgjll AajUJI 

R/ Rowatinex caps ( J ) cjl&L* 8 <_£ <1 

R/ Cystone Tab ( j -Mil lU*j ) 12 <_£ 


Renal pain and ureteric colic 


Mild cases 

Intramuscular theranv ( R/ Spasmofen amp when needed ) 

Oral theranv ( R/ Buscopan comp thrice daily ) 

Moderate cases 

Intravenous theranv ( R/ Visceralgine amp + R/ Ketolac amp ) 

Severe cases 
Infusion of 

( Dextrose 5% + Visceralgine amp + Voltaren amp + Avil) slowly 

Severe cases not responding to the above methods 

R/ Nalufine amp 

Dose one ampoule is diluted in 10 cc saline and give the patient 3 cc 

(jjlaj 5 J *J-“iLba 3 cs J 10 ^ (ja3jllj]l (Jjj-al 

•La j^/UI i" '1 i a\l (_^aC. Jxj ^-11 ‘ 151 

( (jjjalaj La ^ AjJLui i _ J3 


Dr. Ali Ragab Ali 


Page 56 




Investigations 

• Urine analysis 

• X rays abdomen and pelvis 

• Ultrasound abdomen and pelvis 

IjUi fjllllliv * *£*511 

Treatment 

Treatment of the cause 


Take care 

If there is anuria refere to urology without fluids infusion 
Presence of stones -> refer to urology department 


Uremia 

Indications of dialysis 


Clinical indications 

1. Uremic encenhalonathv Disturbed conscious level cannot be explained by other cause 

2. Uremic asthma Asthma resistant to usual bronchodilators 

3. Uremic persistent vomiting 

4. Uremic pericarditis 

(chest pain ± pericardial rub ) ( dialysis with no heparin to avoid cardiac tamponade ) 

Laboratory indications 
Creatinine clearance 

• Less than 10 in non diabetic 

• Less than 20 in diabetic 

Urea and creatinine 

• Urea more than 200 

• Creatinine more than 10 in non diabetic 

• Creatinine more than 8 in diabetic 
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Potassium 


• Intractable hyper kalemia > 7 mmol/L 

Blood PH 

• Intractable metabolic acidosis 

History 

• History of diabetes / HTN / recurrent UTI / stones / autoimmune diseases 
Clinical presentation 

C.N.S confusion / coma 

G.I.T vomiting / hiccups / epigastric pain 

Chest asthma / acidotic breath 

Face pale / puffy / earthy look 

Urinary system oliguria / anuria / polyuria 

Investigations 

• Urea and creatinine 

• ABG/Na/K 

Treatment 

Correct vital data and dehydration 

• Low flow O 2 if there is tachypnea 

• Bronchodilators if there is wheeze 

• Fluids infusion if the patient is dehydrated 
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Correction of acidosis 


Na Bicarbonate 

1 

Number of ampoules = (deficit x - body weight)/25 
Deficit = 22 - HCO 3 of the patient 

• Give V 2 number of ampoules over 100 cc Ringer over 2 hours ( 30 drops / min ) 

• Give the other V 2 over 12 hours 

Correction of hematological disorders f if needed 1 

Blood transfusion " lU=- <_>« &3 «.\ j ^ ^ CjI " 

Fresh frozen plasma " -oil I (j-a jUa 11 

Correction of hvnerkalemia 

• Give one ampoule of Calcium over 100 cc ringer slowly 

• Or give one ampoule of Calcium diluted in 10 cc ringer intravenously over 5 min ) 
NB give calcium in a cannula and Na bicarbonate in another cannula 

S-iLa I jJ j lj. Wnfr (jjjjVI <jV JaaJI t_i ijIS j ^ jj- ..tKtl V 

Other drugs used 

R/ Ketosteril tab ( 2 tablets thrice daily ) ( creatinine lowering drug ) 

R/ One alpha ( one tab once daily ) 

R/ Deca - Durabolin amp ( one ampoule every 3 weeks ) 

R/ Zantac amp ( intravenous injection every 12 hours ) 

R/ Vitamin K ampoule ( every 12 hours ) 

Investigations for dialysis 

• PT and activity 

• Virology ( HBsAg / HCV Ig / HIV antibody ) 

• CBC 
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Insertion of 

1. Urinary catheter 

2. Central line 


Acute hepatitis 


Etiology 
Viral hepatitis 

• Hepato-Trophic viruses ( A , B , C , D , E ) 

• Other viruses ( EBV , CMV , HSV , Yellow fever virus ) 

Drugs and toxins 

• Alcohol 

• Paracetamol 

• Halothane / INH 

Symptoms 

Pre-icteric stage f 3 davs : 2 weeks 1 

• Fever ( acute onset ) 

• Liver ( dull aching pain in the right hypochondrium and epigastrium ) 

• G.I.T ( anorexia / nausea / vomiting ) 

Icteric stage f 1 : 4 weeks 1 

• Fever ( drop of fever / improvement of general condition ) 

• Jaundice ( Dark urine / Pale stool / Jaundice ) 

• G.I.T ( improvement ) 

Convalescence stage 

Symptoms improve then disappear 


Dr. Ali Ragab Ali 


Page 60 




Investigations 

• AST /ALT 

• Bilirubin ( increased both direct and indirect ) 

• Alkaline phosphatase ( elevated ) 

• Prothrombin time ( prolonged ) 

• Urine and stool analysis 

• Virology 

Treatment 
Bed rest 

Diet 

• Fat : must be restricted 

• Protein : should be restricted 

• Carbohydrate : high carbohydrate diet 

Symptomatic treatment 

• Glucose 5 % + Zantac amp + Primperan amp (IV infusion every 12 hours ) 

• R/ Perfalgan bottle ( IV infusion every 12 hours ) 

• Nausea : R/ Primperan tab ( twice daily ) 

• Pruritus : R/ Cholestran eff ( one sachet over V 2 cup of water twice daily ) 

• Gastritis : R/ Zantac 300 mg Tab ( once daily 15 min before dinner ) 

Treatment of chronic hepatitis B and C 
Hepatitis B virus 

R/ Lamidine 100 mg tab ( once daily for 1 year ) 

R/ Hepser 10 mg tab ( once daily ) 

Hepatitis C virus 

R/ Peg - interon amp (SC injection once weekly for 48 weeks ) 

R/ Viracure 200 or 400 mg caps ( thrice daily ) 
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Interferon 


Types 

Alnha - interferon 

• Dose ( 10 million units in HBV and 3 million units in HCV ) 

• SC thrice weekly for at least 6 months 

• Response occurs in 30 % of patients 

Peglated - interferon 

• Dose ( 180 microgram ) 

• SC once weekly for at least 6 months 

• Response occurs in 60 % of patients 

Side effects 

1. Body fatigue 

2. Depression 

3. Bone marrow suppression 

Interferon in Egyptian market 

• Alnha - interferon ( Proferon ) 

• Pegvlated - interferon ( Peg - interon ) 

Investigation required before interferon therapy 

• PCR 

• Liver function tests 

• Abdominal ultrasound 
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Hepatic encephalopathy 


• It is neuropsychiatric syndrome that may complicate severe liver disease 

Precipitating factors 
Much nitrogen load 

• Excess dietary protein 

• Constipation 

• Azotemia 

• GIT bleeding 

Metabolic disturbance 

• Alkalosis 

• Hypokalemia 

• Hyponatremia 

• Hypovolemia 

Medications 

• Narcotics ( morphine ) and Sedatives ( benzodiazepine ) 

• Diuretics ( frusemide ) 

Miscellaneous 

• SBP 

• Surgery 

• Severe vomiting or severe diarrhea 

• Transfusion of stored blood 

• Tapping of ascites 

• TIPS 
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Clinical picture 


Precoma 


• Sleep disturbance 

• Speech disturbance 

• Apathy 

• Asterixis 

• Disturbed personality and behavior 

• Disorientation for time, place and persons 


Coma 

Investigations 

• Liver function tests 

• Ultrasound abdomen and pelvis 

• RBS 

• ABG 

• Sodium and potassium 

• Ascetic fluid analysis 

• Urea and creatinine 


Treatment 


AjIjJ ajfn A i_u£jj + ^2 A b » ‘ ■ ■■ + djYjAl£ 

JJa 

( jjljjj 250 + #L» 750 ) cjlfrlui 6 j' 4 <J^ Ajiia. 

jaJjJ ajoi 500 Jjjjjjj Jjial 2 + CjVjJ-oI 4 

CjIc.Loi 8 30 15 o-* 

a^Lj 12 a 

<c.Lui 12 a j 

AjjLuj 4 £.Lui 24 (jlfc a 

Aic. jl Ac-Lui 12 (jIaIISjjj A 
LmjJ 3 

Lua jj (jjjjljjS 

Li^j jj 3 ;lu" b j' 
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Home treatment 

• R/ Hepamerz sach. ( one sachet over V 2 cup of water twice daily ) 

• R/ Lactulose syrup ( 15:30 cc twice or thrice daily ) 

• R/ Enema ( every 4 or 6 or 8 hours according to the clinical picture of the patient ) 

• R/ Bional tab ( Liver support ) ( thrice daily ) 

• R/ Serviflox 750 mg tab ( once weekly ) 

• R/ Inderal 40 mg tab ( V 2 tab twice daily ) ( for portal hypertension ) 

• R/ Betolvex amp ( IM injection once weekly ) 

• R/ Konakion 10 mg amp ( IM injection once ) 

• R/ Omepak 20 mg tab ( once daily 15 min before meal ) 


Subacute Bacterial Peritonitis ( SBP ) 


Clinical picture 


• Clinical picture of LCF 

• Sudden deterioration of a cirrhotic patient and encephalopathy with no obvious ppt 
factor 

• Tender abdomen 

• Fever 


Ascetic Fluid Analysis ( AFA ) 

• Poly morph count usually exceeds 250 cells /cm 

• Ascetic fluid culture usually positive for gram negative organisms 

Treatment 

R/ Cefotax 1 gm vial ( twice every 12 hours for 5 days ) 

R/ Ciprofar 500 mg tab ( once daily for prophylaxis ) 
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Paracentesis 


Indications 


1. To relieve abdominal pressure from ascites 

2. To diagnose spontaneous bacterial peritonitis 

3. To diagnose metastatic cancer 

4. To find blood in peritoneal space in trauma 

Contra - indications 


1. Hypotension 

2. Prothrombin time ( more than 2 1 seconds ) 

3. International normalized ration ( more than 1.6 ) 

4. Platelet count ( less than 50000 cells/cc ) 

5. Pregnancy 

6. Distended urinary bladder 

7. Abdominal wall cellulitis 

8. Distended bowel 

9. Intra - abdominal adhesions 


Investigations 

• X - rays abdomen and chest 

• Ultrasound abdomen and pelvis 

• Prothrombin time and activity 

• Platelets count 


Precautions 

Infusion of ( Fresh Frozen Plasma or Hestril or Aminostril ) 
Tanning of (4:5 litres at one time ) 
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Hepato - renal syndrome 


Definition 

Renal failure with normal renal histology occurring in patient with severe liver disease 

Etiology 

Decreased effective nlasma flow ( systemic VD / ascites / diuretics ) 

VC of the afferent renal arterioles ( decreased vasopressin ) 

Precipitating factors 

( diuresis / diarrhea / vomiting / infection / tapping of ascites / G.I.T bleeding ) 
Prognosis 

Very bad prognosis and is usually fatal 

Investigations 

• Serum urea and creatinine 

• Ultrasound abdomen and pelvis 

• Ascietic fluid analysis 

Treatment 


^ cJ-gju ^ 4JLi3.il! Jaij 7 (Jixaj ^joj 200 

^ jJl 4^. jUa 4 j^)ju1j La Sl^.j 2 

f jJ! 2 

Lx*jj 3 

LuajJ liaJl CllaJ (jjjtluo jULoj <JjJ-g! 


Dr. Ali Ragab Ali 


Page 67 




Pancreatitis 


Clinical picture 


1. Severe upper abdominal pain radiating to the back 

2. Nausea and vomiting 

3. Blood pressure ( elevated due to pain or decreased due to dehydration or bleeding ) 

4. Grey Turner’s sign 

5. Cullen’s sign 


Etiology 


1. Gall stones are the most common cause 

2. Alcoholics 

3. Infections ( viruses / bacteria / fungi / parasites ) 


Investigations 


Serum amvlase and linase elevated 
Urinary amvlase elevated after 5 days 
Ultrasound may show gallstones 

Erect X - ravs chest and abdomen exclude perforation / obstruction / chest complications 
ESR / CRP elevated 

Lipid profile elevated cholesterol and triglyceride 

Liver functions test 

Urea and creatinine 

Na / K / Ca f total and ionized 1 

A.B.G 
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Treatment 


^ailb V • 

4j^ 13 Jj fi^iajaiS • 

S-Lq ^juj 12 — 8 CVP s-UaC-l • 

LuajJ (jj^lIlJj ^IaJ 6 jJauuaall jLiC- • 

<c.Loj 12 l£ % 5 jj^jV ^ 500 • 

l3/u 10 12 <J^ 4-2kL^.j • 

<c.Lui 24 l£ ^ 500 • 

(Jj/tJ 7 (J-Axaj <C.Luo 24 <J^ ( ^1* Cj* 2 i— fll jJa^o ^ • 

<c. L uj 12 ciiaJ (jjjUuo j^jLuo • 

<C.Luj 24 l£ -^JAjuo s-JaJJ ^ jJjoJI^ (J^Jba! • 

<c.Loj 12 <J^ ^ 100 es-^ cJjj^W cJjf^ • 

4^-IjuJ 1 2 l£ 1 J)^j * M # 

<c.Lui 12 <J£ ^ 1.2 ^ • 

CIjIc-Loj 8 l£ j • 

<c.Luj 12 (J^ c5^3JJ cJjf^ • 

<C-Loj 12 (J^ LS^OJ • 

a^Loj 12 cJ^ ( ^lilij! Aic. ^ 4^.1^. j • 


Tear gases ( j4-L 25 »jjj VuiLu ) £^».iii AL^t CitjtfJl 


Complaint 

• Dyspnea 

• Excess secretions per nose and mouth 

• Dilated pupils 

• ± Convulsions and loss of consciousness 


Treatment 

1. R/ Mucogel susp (20 cc orally) 

2. R/ Eucarbon tab (4 tablets orally) 

3. If + convulsions -> NeuriL amp diluted in 100 cc saline over 30 min 

4. Oxygen 
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Toxic gases 


U*J\ Ciljlill 


Complaint 

• Dyspnea 

• Excess secretions per nose and mouth 

• Constricted pupils fllllllU 

• ± Convulsions and loss of consciousness 


Treatment 

1. R/ Mucogel susp (20 cc orally) 

2. R/ Eucarbon tab (4 tablets orally) 

3. If + convulsions -> NeuriL amp diluted in 100 cc saline over 30 min 

4. Oxygen 

5. R/ Atropine amp (3 amps IV) 

6. R/ Neostigmine amp (1 amp IM) 


Allergy and Anaphylaxis 


Diagnosis 

• History of allergy and anaphylaxis 

• Puffiness / Redness / Sneezing / Angiedema 

• Stridor / Hoarseness of voice / Asthma 

• Tachy cardia / Hypotension / Shock 

• Cramps / Diarrhea / Nausea / Vomiting 

• Wheels / Itching 

Ask for the casue 
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Management 

Air wav maintenance and clearance 
Antigen remove the antigen / avoid it 

Steroids and antihistamines 

• Intravenous injection of ( Avil + Dexa ) ampoules 
If Bronchosnasm 

• Inhalation set ( 2 cc saline + ampoule Atrovent + 1 cc Farcolin ) 

If Hypotension 

• Intravenous saline infusion 
Adrenaline Sjja&I ctfUil ^ 

• One ampoule diluted over 9 cc saline 

• Give 3:5 cc subcutaneously 

• Inject with the right hand and follow the pulse with your left hand 

Home treatment 

R/ Allerfen 180 mg tab once daily before bed time for 5 days fjji' 

R/ Apidone syrup 5 cm thrice daily for 5 days 5 3 s 3i*L« 

R/ Aciloc 150 mg tab once daily 15 min before dinner^- JjS 
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Convulsions ( Fits ) 


Management 

• Airway ( Left lateral position / suction of secretions ) 

• O 2 mask 

• Cannula 

• Anti epileptic drugs 

Anti epileptic drugs 
Neuril amn 

• One ampoule slowly intravenously then wait for 1 5 min 

• If still -> one ampoule diluted in 10 cc Ringer given slowly intravenously 

• If still -> 2 ampoules over 500 cc Ringer intravenous infusion 

Denakene svrun f Na Valnorate 1 rectallv 

4 x I > 11 4 nun t La]L) i 

4 4jt * a a (JjIj ^j,a I () 

Use Neuril or Depakene syrup 
What to be done later 

Measure temperature ( febrile convulsion / meningitis / SAH ) 

Random blood glucose ( hypoglycemia / hyperglycemia ) 

Serum total and ionized calcium ( hypocalcaemia ) 


Hypocalcemia 


Clinical picture 

Tingling of the hands / feet / around the mouth ^ 

Trousseau’s Sign ( inflation of the sphygmomanometer cuff to more than systolic BP causes carpal spasm ) 
Chvostek’s sign ( tapping over the facial nerve produces twitching of the facial nerve ) 
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Investigations 

> Total and ionized calcium decreased 

> PTH 

> ECG prolonged QT interval 

Management 

• Calcium Gluconate amp over 100 cc ringer over 10 min ( intravenous infusion ) 

• Can be repeated after 15 min 

• Stop it if bradycardia developed 

• Alkalosis may be reversed by rebreathing expired air in a pag 
Home treatment 

R/ Calcimate caps twice daily 
R/ One alpha 0.25 once daily 


Hysterical coma 


Diagnosis 

• History of psychic trauma 

• No history of organic disease 

• Stable vital data ( Blood pressure / Temperature / RBS / Respiratory rate / vital colors ) 

• Fine movements of the eye lids " ^4- " 

Treatment 

Irritation of nasal mucosa by alcohol " jl' ^ J A*Jaa " 

Injection of 3 cc alcohol or saline subcutaneously " U ^ aLjLII j " 
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Aphthus ulcer 


Treatment 

R/ Oracure gel ( twice daily ) 

R/ Tantum verd P ( lyzogens 4:6 times daily ) 
R/ Betolvex amp ( IM injection once weekly ) 
± R/ Apidone syrup ( thrice daily for 5 days ) 


Intestinal Bilharziasis 


Etiology 

Mainly due to S. mansoni and may be due to S. hematobium 

Clinical picture 

1. Bilharzial dysentery 

2. Bleeding per rectum 

3. Hepato - splenomegaly with portal hypertension 

4. Anemia and clubbing 

Investigations 

1. Stool and urine analysis ( schistosoma ova ) 

2. Serology ( schistosoma antibody ) 

3. CBC ( anemia and esinophilia ) 

4. Sigmoidoscopy ( ulcers and polyps ) 

Investigations for complications 

1. US abdomen and pelvis (periportal fibrosis / dilated portal vein / cirrhotic liver ) 

2. Liver function tests ( elevated liver enzymes / hypo - albuminemia ) 

3. Chest x - rays ( bilharzial COPD ) 

Treatment 

R/ Distocide 600 mg tab ( single oral dose annually ) ( 20:40 mg/kg ) 
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Symptomatic treatment 

R/ Spasmodigestine tab thrice daily ( for colicky abdominal pain ) 
R/ Haem - Caps ( for treatment of anemia ) 


Ascaris lumbricoides 


Route of infection 

1. Ingestion of eggs in contaminated water and vegetables 

2. Hatch in the duodenum and migrate through the lung to the bronchial trees 

3. Swallowed to the small intestine 


Clinical picture 

1. Light infection is asymptomatic 

2. Ascaris pneumonitis ( fever / cough / dyspnea / wheeze ) 

3. Abdominal colicky pain 

4. Malabsorption and may be intestinal obstruction 


Migrations 


1. Large intestine ( expelled from the anus ) 

2. Back to the stomach ( vomiting ) 

3. Common bile duct ( obstructive jaundice ) 

4. Common pancreatic duct ( acute pancreatitis ) 

5. Intestinal perforation ( peritonitis ) 

Investigations 

Stool analysis ( ascaris ova / ascaris adult worm ) 

Plain x - ravs and barium study ( show worms inside the intestine ) 

Treatment 

R/ Verm - 1 500mg tab ( one tab single dose repeated every 10 days ) 
Or R/ Vermox tab ( one tab twice daily for 3 days ) 

Or R/ Bendax tab ( one tab twice daily for 3 days ) 
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Entrobius vermicularis = pinworm 


Clinical picture 

1. Asymptomatic 

2. Nocturnal pruritus ani 

3. Vulvitis and urethritis in females 

4. Nocturnal enuresis 

Investigation 

Repeated stool analysis 

Treatment 

R/ Verm - 1 500mg tab ( one tab single dose repeated every 10 days ) 
Or R/ Vermox tab ( one tab twice daily for 3 days ) 

Or R/ Bendax tab ( one tab twice daily for 3 days ) 


Taneia = Tape worm 


Clinical picture 

1. Abdominal pain 

2. Diarrhea / Constipation 

Treatment 

R/ Distocide 600 mg tab once dialy 

Or R/ Yomesan chew tab ( 4 tablets in the 1 st day then 2 tablets once daily for 6 days ) 


Dr. Ali Ragab Ali 


Page 76 






Ankylostomiasis = Hook worm 


Route of transmission 

1. Contact with contaminated soil 

2. Oral ingestion of infective larvae 

Clinical picture 
Asymptomatic 

Skin lesion itching / dermatitis 

Pulmonic manifestations fever / dry cough / mild asthmatic wheeze 
Intestinal manifestation nausea / vomiting / diarrhea / abdominal pain 

Investigation 

1. Stool analysis ( ova in stool ) 

2. CBC ( anemia / esinophilia ) 

Treatment 

R/ Verm - 1 500mg tab ( one tab single dose repeated every 10 days ) 

Or R/ Vermox tab ( one tab twice daily for 3 days ) 

Or R/ Bendax tab ( one tab twice daily for 3 days ) 


Dr. Ali Ragab Ali 


Page 77 




Fascioliasis 


Clinical picture 

1. Fever 

2. Tender hepatomegally 

3. Esinophilia 

Investigation 

1. Stool analysis ( fasciola ova ) 

2. Serology 

3. CBC ( marked esinophilia ) 

Treatment 

R/ Distocide 600 mg tab ( thrice daily for 3 days ) 


Intestinal amebiasis 


Clinical picture 

1. Acute diarrhea ( recurrent attacks of diarrhea ) 

2. Abdominal colicky pain 

3. Tenesmus 

4. Passage of blood and mucous in the stool 

5. Flatulence 

General condition (No fever / No toxemia / No dehydration ) 

Investigations 

Stool analysis show E. histolytica vegetative form or cyst form 

Treatment ( specific ) 

Vegetative form 

R/ Flagyl 500 mg tab ( thrice daily for 10 days then repeat the course after 10 days ) 

Cvst form 

R/ Furazole tab ( thrice daily for 7 days then repeat the coarse after 10 days ) 
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Treatment ( symptomatic ) 

Abdominal colicky pains and diarrhea 

R/ Streptoquine tab ( one tablet thrice daily ) 


Giardiasis 


Clinical picture 

1. Abdominal pain 

2. Diarrhea / Steatorrhea 

3. Excessive gas and bloating 

4. Nausea / decreased appetite / weight loss 

Investigations 

Stool analysis ( show Giardia ) 

Treatment 

R/ Flagyl 500mg tab ( one tablet thrice daily for 10 days ) 
R/ Antinal caps ( one capsule thrice daily for 10 days ) 


Bacillary dysentery 


Organism Gram negative organism ( shigella bacilli ) 

Clinical picture 

1. Acute diarrhea ( watery diarrhea with frequent motions ) 

2. Abdominal colicky pain 

3. Tenesmus 

4. Passage of excessive pus, mucous and blood in the stool 
General condition ( fever / toxemia / dehydration ) 

Investigations 

Stool analysis (excessive WBCs and RBCs ) 

Stool culture ( may demonstrate the organism ) 
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Treatment ( specific ) 

R/ Ciprofloxacin 500 mg tab ( twice daily for 5 days ) 

Treatment ( symptomatic ) 

Abdominal colicky nains and diarrhea 

R/ Streptoquine tab ( one tablet thrice daily ) 

Dehydration 

Excess oral fluid and intravenous fluids in severe cases 


Constipation 


Definition 

Infrequent passage of hard stool 

With straining / sensation of incomplete evacuation / perianal or abdominal discomfort 

Gastrointestinal causes 

Diet : Lack of diatery fibre and low liquids intake 
Altered motility : Irritable bowel syndrome 
Structural : Colonic carcinoma / Hirschsprung's disease 
Obstructed defecation : Intestinal obstruction / Anal fissure 

Non gastrointestinal causes 
Drugs 

Opiates / Anticholinergics 

Endocrinal and metabolic 

Hypothyroidism / Hyperparathyroidism / Hypokalemia / Hyperkalemia 

Neurological 

Multiple sclerosis / Paraplegia 
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History 

Ask about absolute constipation and vomiting -> intestinal obstruction 
Ask about very painful defecation -> anal fissure 
Ask about bleeding and mass appears with defecation -> hemorrhoids 
Ask about bleeding alone -> may be colonic cancer 

Examination 

Palpation : a palpable lumps of stool may be detected on palpation 

Auscultation : mad abdomen in intestinal obstruction 

DRE : Fissures / Hemorrhoids / Hard fecal mass / Hard mass 

Investigation 

According to the case, investigations are required 

Abd. US / Stool analysis / Barium enema / Colonoscone / Routine biochemistry with 
serum Ca / Thyroid functions 

Treatment of the cause 

Treatment (Symptomatic) 

Diet 


(JjjjaJlj b * j^)L] ‘ _ 'jb — <£I^jA]I j Cllljj II ojj3j - (JjuiC. AiaXaj o-j j 2 4jJI t, V' ■ s~i -o ^ jLl j 
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Regular physical exercise ^UauL ^bjil 
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Laxatives 


Form 

Egyptian market 

Dose 

Drops 

R/ Picolax 

10:15 drops daily 

Effervescent 

R/ Biolax 

R/ Agiolax 

One sachet with half glass of water 
once or twice daily 

Syrup 

R/ Lactulose 

15ml thrice daily 

Suppositories 

R/ Glycerin adult 

Once or twice daily 

Tablets and capsules 

R/ Purgaton 

R/ Evaculax 

1:2 tab at bed time 

Twice or thrice daily 

Enema 

R/ Enema 

R/ Enemax 

4:6 hourly 

In cases not responding to the 
above drugs 


Irritable Bowel Syndrome 


Definition 

Group of abdominal symptoms with no organic cause 

Etiology 

Anxiety / Depression / Stress 

Clinical picture 

Pain 

Chronic / crampy / esp. left iliac fossa / 'T by meals and stress / 4/ passage of flatus or stool 

Tenderness 

Over the left iliac fossa / spastic sigmoid colon may be palpable 

Irritable motions 

Chronic constipation or diarrhea or both / Tenesmus / Ribbon like stools 

Person 

Features of anxiety or stress 
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Investigations 

Irritable bowel syndrome is essentially a clinical diagnosis 
Investigations are done to exclude organic causes 

Stool analysis / abd US / Barium enema / Colonoscopy 
Treatment 

R/ Cloxide caps JSVI Jjs 3 <3 

R/ Motil Fast sachet Jjs cjl 3 J&. L>a £ 


Ulcerative colitis 


Definition 

A chronic inflammatory disorder of the mucosa of the colon 
Pathology 

Diffuse / continuous / superficial inflammation of the superficial mucosa only 

Clinical picture 

Clinical picture is characterized by exacerbation and remission of these symptoms : 

Intestinal manifestation 

1. Bleeding per rectum 

2. Diarrhea with mucous 

3. Tenesmus 

4. Lower colicky abdominal pain 
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Extra - intestinal manifestation 


1. General ( fever / anemia ) 

2. Eye ( conjunctivitis / iridocyclitis ) 

3. Skin ( erythema nodosum / pyoderma gangrenosum / vasculitis ) 

4. Joint ( arthritis ) 

5. Liver ( hepatitis / hepatomegaly / gall stones ) 

6. Kidney ( calcium oxalate stones ) 

7. Lungs ( interstitial pulmonary fibrosis ) 

Precipitating factors ( NSAIDs or nervous stress ) 

Investigations 

1. Stool analysis and culture ( WBCs and RBCs ) 

2. Colonoscopy 

3. Barium enema 

4. Blood tests ( anemia / leucocytosis / abnormal liver functions ) 

Medical treatment 

R/ Hostacortin H tab ( one tablet thrice daily ) 

R/ Salazopyrin tab 

(2:4 tablets 4 times daily for one month ) then ( one tablet 4 
R/ Azathioprine tab ( once daily ) ( immuno - suppressive in 


times daily for 6 months ) 
severe cases ) 
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Typhoid 


Incubation period 


• 1:3 weeks 


Complaint 

• FAHM 

• Abdominal pain 

• Early diarrhea and late constipation 

• Macula-papular rash usually on the 5 th day 

• Patient is very sick / confusion / delirium at the end of the 1 st week 

On examination 

• High Fever with relative bradycardia 

• Spleen : mildly enlarged / soft / tender 

Investigations 

• CBC -> relative leucopenia 

• Blood culture -> +ve during the 1 st week 

• Widal test -> +ve during the 2 nd and 3 rd week 

■S High titre of 0 > 360 -> active infection 

■S High titre of H -> past infection or past immunization 

Treatment 

Non pharmacological treatment 

• Complete bed rest 

• Soft diets 

• Excess fluids intake 

• Cold sponge 


Dr. Ali Ragab Ali 


Page 85 




Pharmacological treatment 

R/ Ciprofloxacin 500 mg twice daily (every 12 hrs) for 10:14 days 
Or R/ Ceftriaxone 1000 mg once daily for 10:14 days 
R/ Paracetamol 500 mg twice daily 


Brucellosis 


Complaint 

• Fever (elevated temp, for some days followed by normal temp, for some days and so on) 

• Joint pain and muscle pain 

• Anemia / Headache / Depression 

Route of infection 

• Infected milk products 

• Infected undercooked meat 

• Close contact with infected animal secretion 

Investigations 

• Blood culture 

• Brucella antibody rising titre 

Treatment 
R/ Doxy MR 100 mg 

Twice or thrice daily for 2 months 

R/ Gentamycin amp 

One amp every 24 hrs for 7 days 
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Toxoplasmosis 


Causative organism Toxoplasma gondii 
Route of infection Ingesting undercooked meat 

Symptoms 

1. Fever 

2. Confusion 

3. Headache 

4. Focal signs due to multiple mass lesions within the cranium 

5. Recurrent abortion 

Investigations 

1. Toxoplasma Ab test 

2. CT brain 

Treatment 
First 6 weeks 

R/ Clindamycin 600 mg 4 times daily for 6 weeks + Pyrimethamine 75 mg once daily 

Maintenance dose 

Sulphadiazine 500 mg 4 times daily + Pyrimethamine 25 mg once daily 
Treatment can be stopped if a sustained immune recovery is seen 

Egyptian market 

Clindamycin = Clindam 150 or 300 mg caps 
Pyrimethamine = Daraprim 25 mg tablets 
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Familial Mediterranean Fever 


Clinical picture 


1. Attacks of fever 

2. Abdominal pain ( peritonitis ) 

3. Chest pain ( pleurisy ) 

4. Typical acute attack lasts for 12 - 72 hours 

5. Arthritis up to one week 


Investigations 


FMF gene ^ JiHHU. 

Elevated ESR/CRP/Amyloid A 


Treatment 


R/ Colchicine 0.5 gm tablet thrice daily 


Dr. Ali Ragab Ali 


Page 88 




GouT 




Complaint 

• Pain in the meta-tarsophalengeal joint of big toe 

• Acute onset of mono-articular pain 

• Urate deposition in SC tissue, bone and cartilage 

Investigations 

Svnovial fluid asniration urate crystals deposition 
Serum uric acid elevated q ° ^ 

Urine analysis elevated urate crystals 

Treatment during the attack 

Complete bed rest for 24 hrs or until subsidence of symptoms 

R/ Cataflam 50 mg tab <_£VI 3 q^>j 3 

R/ Colchicine 0.5 mg tab CjIc-Luj 8 (JS 

Or R/ Hostacortin 5 mg tab aLL-JI V CjVUJI 

7 tabs at morning and 5 tabs at evening then gradual withdrawal over 7 days 
Treatment in-between the attacks 
R/ Colchicine 0.5 mg tab twice daily 

R/ No Uric 100 mg tab once daily until uric acid decreases below 7 mg% 


Diet 


jj! 2 ) eLslI L_1 qlu i^ya 
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Osteoarthritis 


Complaint 

• Joint pain usually in old age 

Investigations 

• X-Rays 

• MRI 

Treatment 

R/ Mobitil 15 mg tab <_4VI **-; £j!j* j' 

R/ Alphintern tab j\ JjS 3 

R/ Dorofen caps 3 ^ 12 <_£ <_K»ja 

± R/ Rheumarene amp ( 6 ampoules ) j 4 l4*=- 


Cervical radiculopathy 


Complaint 

• Bilateral or unilateral painful movement of shoulders or arms 

• Painful movement of the neck radiating to shoulders and arms 

Investigations 

• Neck X-rays 

• MRI cervical vertebrae 

Treatment 

R/Dimratab ^ 12 <_£ 

R/ Tegretol 200 mg TCR ^ <>_>« 

R/ Rheumarene amp ( 6 ampouls ) 6 ^ 4 * ji ^.1 j ° _>« l4«c- 

R/ voltaren gel j '-^■4^ fiVl ^ 
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Achilis tendinitis 


Complaint 

• Pain in the calf muscle 

• Painful dorsiflexion of the ankle 

Treatment 

R/ Dimra tab twice daily after meals 
Dimra = ( muscle relaxant + analgesia ) 

R/ Voltaren gel twice daily 

± R/ Alphintern tab ( 1*4 jl <&luu 3 <j-aja 


Reactive arthropathy 


Complaint 

Joint pain with/without bony pain following GIT / Urinary / Chest infection 

Treatment 

• Suitable antibiotic 

• Analgesic anti-inflammatory 


Rheumatoid arthritis 


Diagnosis 

• Clinical picture of rheumatoid arthritis 

• Rheumatoid Factor ( positive ) 

• ESR ( more than 100 ) 

• CBC ( \h RBCs .. 4, WBCs .. t Platelets ) 
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Treatment 


R/ Hosacortin 5 mg tab 

<SUJI oJLui t _ I | J 5 j 1 U/1 (3 7) | ftLma 2 3 J 3 ) Ac-^aJI 

■ ‘ AC'jaJI “Ul jl Vjl AjjLuiaII (j-a (j^ajS “Ul jlj ‘ ■ "J j 

R/ Hydroquine 200 mg ( 2 tablets once after meal ) 

± R/ Methotrexate amp ujj^ jj^ l$ <^1' sjj-iill CjVUJI 

• 1.25 cc once weekly 

• Contraindicated in pregnant and lactating females 

If Methotrexate is indicated -> R/ Folic acid 500 pg 2 : 4 tablets daily 

R/ Calcimate 500 twice daily after meals 

R/ Omepak 20 mg ( once daily at evening 15 min before meal ) 

R/ Norgesic tab thrice daily after meals 
Treatment of active attack 

R/ Synacthene amp ( J Jo^ ujj £ j * j* lU*=- 
R/ Epicotil vial ^ 3 ^ 12 4uj j' 


Systemic sclerosis 


Complaint 

• Skin stiffness 

• Arthritis 

• Dysphagia 

Investigations 

• Anti RNP " Ribo Nuclear Protein " 

• ANA 

• Anti ds DNA 
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Treatment 

R/ Hostacortin 5 mg tab 

<SUJI oJLui t _ I | J 5 j 1 U/1 (3 7) | ftLma 2 3 J 3 ) Ac-^aJI 

*> ■ ‘ '**" AC'jaJI “Ul jl Vjl AjjLuiaII (j-a “Ul jlj ‘ ■ "J j 

R/ Hydroquine tab 4 * jj jSja jj^a ja 

R/ Colchicine 0.5 mg tab 12 <_£ o^j 5 

R/ Virecta tab ( once daily ) 

R/ Motilium tab ^jjj J£VI JJ CjIj^ 3 ^ja 


Behcet's disease 


Diagnosis 

• Recurrent oral ulcers 

• Recurrent genital ulcers 

• Iritis or conjunctivitis 

Treatment 

R/ Colchicine 0.5 mg tab twice daily after meals 

R/ Hostacortin 5 mg tab 

oJLui < _ i | frLma (3 5 3 j<^i <3 7 ) | 2 3 1^4*^ (3 3 ) £y* 

*> ■ ‘ Ac.jaJI “Uljl Vjl 4 J*ll 1 n»ail (j-a (_)^ja “Uljlj ‘ ■ "J j 

R/ Calcium eff ( one sachet over 100 cc water once or twice daily ) 

R/ Omepak 20 mg ( once daily at the evening 15 min before meal ) 

R/ Epicotil 20 mg tab twice daily after meals 
R/ Immuran 50 mg tab twice daily 
R/ Vitamin B complex twice daily 
R/ Tryptizol 25 mg tab once daily before bed time 
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Myositis 


Complaint 

• Muscle pain 

• Usually follow severe muscular exercise 

Treatment 

R/ Voltaren gel twice daily 
R/ Myolgin caps twice daily 

± R/ Rheumarene amp (6 amps ) 6 saJ L* jj j a j* 


Mild Disc prolapse 


Treatment 

R/ Dimra tab 3 j' u^ 4 

R/ Tegretol 200 mg TCR s^.1 j a oaj 5 

R/ Voltaren gel j ^ j* 

R/ Alphintern tab ( thrice daily one hour before meals or 2 hours after meals ) 

• Weight reduction (jjj JJ£]I 

• Regular exercise Wlc. j 4 a*! cjlujAill jL«> 

• Physiotherapy 


Muscle spasm 


Treatment 

R/ Norflex amp ( 6 ampoules ) 24 <_£ 

R/ Voltaren gel j ta-4^ 3 jU-i 

R/ Dimra tab <_£^' 4a« 3 j' u^L* 4 
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Hypothyroidism ( Myxoedema ) 


Etiology 

Primary 

1. Endemic myxoedema ( prolonged iodine deficiency ) 

2. Goitrogenous substances ( cabbage/some cough preparations/PAS/amiodarone) 

3. Hashimoto's disease ( auto-immune ) 

4. Sub -acute viral thyroiditis 

5. Thyroidectomy 

Secondary 

• Pituitary myxoedema ( TSH ) 

Clinical picture 
General 

1. Intolerance to cold 

2. Tiredness / weakness / weight gain 

3. Puffy eye lids / loss of outer third of eye brows 

4. Dry cold and non sweaty skin 

CNS 

1. Slow cerebration / poor memory / apathy 

2. Slurred speech / hoarseness of voice 

3. Peripheral neuritis 

CVS 

1. Hypertension 

2. Bradycardia 

3. Cardiomyopathy 

4. Low voltage ECG 

GIT 

1. Dyspepsia 

2. Constipation 
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Blood 


• Anemia 


Genital 

1. Impotence 

2. Gynaecomastia 

3. Menorrhagia 

Investigations 

1. TSH high in thyroid failure / low in pituitary failure 

2. Free Ta and Ta low 

3. CBC anemia 

4. ECG low voltage ECG 

Treatment 

R/ Eltroxin 50 or 100 meg tablets once or twice daily 

Start with 50 meg to be increased to 200 meg according to clinical response 

jjfLfa 200 u 1 A 'f ' J 50 Iaij 

Treatment of Myxoedema coma 

1. Gradual rewarming 

2. Oxygen support 

3. IV glucose for hypoglycemia 

Drugs 

1. R/ Eltroxin tablets oral or by nasogastric tube 

2. Hostacortine 

3. Anti - Biotics for infections 
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Osteoporosis 


Complaint 

Osteoporosis is asymptomatic unless it causes fragility fracture 
It is common in old age and after menopause 
Investigations 

• DEXA of the lumbar spine and hip bones 

• Serum calcium and phosphate 

DEXA Dual Energy X-ray Absorptiometry 

Treatment 

R/ Risaldene 35 mg tab 

f once weakly / 30 min before food / with excess amount of water / and rest for 30 min 

after ingestion 1 

R/ Bonapex 70 mg tab 

f once weakly / one hour before or after meals / with excess amount of water 1 

(jjk A ■ "" laafl 


Lfr jfuil j£a 


R/ Calcimate ( thrice daily ) 
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Hyperparathyroidism 


Complaint 

• Severe muscle weakness / tiredness / malaise 

• Dehydration 

• Depression 

• Hypertension 

• Stones / renal colic / polyuria / nocturia / hematuria 

Investigations 

• PTH elevated 

• Serum Calcium elevated 

• Phosphates depressed 

• Serum TSH 

• 09:00 h cortisol and/or ACTH 

• US and CT or MRI 


Treatment 

• High fluids intake should be maintained 

• High calcium and vitamin D intake should be avoided 

• Exercise should be encouraged 


R/ Miacalcic 100 amp ( subcutaneous injection or intramascular day on and day off) 

^ jj Jxj jj (JjJaC. jl ( (jjj ) 4 Va-v 

R/ Vi Drop (20 drops over a cup of milk once daily at the morning ) 

U.1 j i <o V- 4 ivii 20 


Miacalcic = Calcitonine 
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Benign Prostatic Hyperplasia ( BPH ) 


Complaint 
Irritative symptoms 

• Dysuria and frequency 

Retention symptoms 

• Difficult urination and weak urine stream 
Investigations 

• Urine analysis 

• Ultrasound abdomen and pelvis 

Treatment of BPH 

R/ Cordura 1 or 4 mg tab cW 3 ? 

Treatment of UTI 

R/ Ciprofar 500 mg 14 10 ^ jj ujj j* 

R/ Rowatinex caps cAc-l* 8 ^ 

R/ Buscopan Compositum tab cjl&Lu 8 <_£ <_k»jS 
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Acute cholecystitis 


Complaint 

1. Acute abdominal pain in the upper right quadrant and/or epigastrium 

2. pain is sever and lasts for several hours 

3. Nausea / vomiting / anorexia / dyspepsia / heart burn 

4. Low grade fever 

Examination 

1. Tenderness over the right hypochondrium 

2. Pain may refere to the back or to the right shoulder 

3. Related to meals specially fatty meals 

4. Positive murphvs sig n 

Investigations 

U/S abdomen and pelvis ^ 

plain x-rays and TLC 

Treatment during attack 
Analgesics 

R/ Adolor 30ml amp IV 

Snasmolvtics 

R/ Visceralgine amp 

Other drugs 

Zantac amp for gastritis / Primperan amp for nausea and vomiting 

Jjj j! a jl 

6 2 C> 10 ^ 
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Treatment inbetween attacks 


Avoid fattv meals 

R/ CONAZ tab ^ 10 ^ 12 <_£ lk>j* 

R/ Rowachol caps single dose at bed time 
R/ Petro tab ^ j* j' of j* <_K»ja 

Petro is analgesic and spasmolytic 

Surgical treatment : if no response after 10-15 days of medical treatment 


Appendicitis 


Diagnosis 
MANTREAL score 

M : migratory abdominal pain from umbilicus to the right iliac fossa £12 
A : anorexia m 
N : nausea m 

T : tenderness in the right lower quadrant £22 
R : rebound tenderness £12 
E : elevated temperature low grade £12 

A : associated signs (psoas / obturator / crossed tenderness) £12 
L : leucocytosis TLC > 12000 £22 
Total score 
(<6) -> discharge 

(6:8) -> close observation and rescore 
(>8) -> appendicectomy 
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Investigations 

1. TLC 

2. CRP 

3. urine analysis 

4. U/S abdomen and pelvis 

Urine analysis : to exclude renal stones or infection 

Conservative treatment (<6) 

500ml 5% glucose + spasmolytic + antibiotic cefotax lgm every 12hrs 
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Rheumatic Fever 


Diagnosis 

1. Two major criteria 

2. One major + two minor criteria 

Major criteria 
Arthritis 

1. Affects large joints 

2. Migrating in character 

3. Limitation of joint movement 

4. Joint is ( Red / Hot / Swollen / Painful ) 

5. Dramatic response to salicylates 

Carditis 

1. Endocarditis -> murmurs 

2. Myocarditis -> tic-tac rhythm and may be heart failure 

3. Pericarditis -> dry or with effusion 

Chorea 

1. Rapid involuntary movement 

2. More common in females 

3. Never associated with arthritis 

Subcutaneous nodules 

1. Small painless 

2. Over bony prominence and tendons 

3. Not adherent to the skin 

Erythema marginatum 

1. Erythematous spots 

2. Over trunk and proximal extremities in croups 
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Minor criteria 

Acute phase reactant ( Positive CRP / elevated ESR / Leukocytosis ) 

A.S.O.T Elevated 

ECG Prolonged PR interval 

Arthralgia 
Present fever 

Investigations 

A.S.O.T / ECG / CRP / CBC / CRP / Echo / CXR 
Treatment 

Rest Complete bed rest until signs of inflammation disappear 
Diet Small frequent light diets poor in salt 

Anti - biotics 

R/ Retarpen 1.2 MIU single IM injection 

Or R/ Erythromycin 250 mg tablet every 6 hours ( in patient allergic to penicillin ) 
Anti - inflammatory in arthritis 

R/ Aspirin tablet ( 3 tab twice daily for 2 weeks ) then ( 2 tab twice daily for 2 weeks ) 
R/ Antodine 20 mg tablet once daily 15 min before dinner 

Anti - inflammatory in carditis 

R/ Hostacortine H 5 mg tablet 

1 mg/kg/day in 4 divided doses for 4 weeks then gradual withdrawal in 4 weeks 

R/ Antodine 20 mg tablet once daily 15 min before dinner 

Treatment of chorea 

R/ Safinace 1.5 or 5 mg tablet once daily 
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Prophylaxis 

1. Proper management of pharyngeal infection 

2. Tonsillectomy for chronically infected tonsis 

Long acting penicillin 1.2 million units given monthly 

> Until the age of 25 or for 5 years after the last attack( whichever is longer ) 

> For long life if there is cardiac affection 


Infective endocarditis 


Infection + underlying heart disease 

Infection 

1. Gram positive f Strept. viridians / Strept. fecalis / Staph, aureus ) 

2. Gram negative f Hemophillus / Klebsiella / Pseudomonas ) 

3. Other ( Fungi / Rickettsiae / Chlamydia ) 

Underlying heart disease 

1. Valvular diseases 

2. Congenital heart diseases 

3. Prothetic valve 


General manifestations 
Temperature FAHM 

Pulse Tachycardia ( may be absent if embolized ) 

Eves Conjunctival petichae / sudden blindness if embolization 

Upper /Lower limbs Pale clubbing / Osier's nodules / splinter hemorrhage 

Cardiac manifestations 

Murmurs New murmurs or change in the character of the old murmur 
Heart failure Manifestations of heart failure may develop 
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Investigations 
Echocardiography f TOE 1 

• Will detect vegetations and underlying heart lesions 

Blood culture 

CBC 

1. Anemia 

2. Leukocytosis 

3. Elevated ESR 

Treatment 
Complete bed rest 
Empirical anti-biotics 

R/ Unasyn 1.5 gm vial twice daily IV 
R/ Cefotax 1 gm vial twice daily IV 
R/ Flagyl bottle IV infusion thrice daily 
Analgesics and anti-nvretic 
R/ Perfalgan bottle IV infusion twice daily 


Myocarditis 


Etiology 

1. Viruses Coxsakie / Adenoviruses / Influenza 

2. Bacterial / Fungal / Rickettsia / Parasitic 

3. Drug hypersensitivity 

4. Auto-immunity 
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Clinical picture 

1. CHEST PAIN 

2. Congestive heart failure ( congested neck veins / hepatic congestion / LL oedema ) 

3. Palpitations ( due to arrhythmias ) 

4. Fever ( specially when infectious ) 

5. Sudden death 


Investigations 

ECG 

1. Diffuse T wave inversion 

2. Saddle shaped ST segment elevation 

Chest X - ravs 

1. Show normal cardiac shadow 

2. Cardiomegally in congestive heart failure 

Echo - cardiogranhv 

1. Impaired LV systolic and diastolic functions 

2. Impaired ejection fraction 

3. Pericardial effusion may be present 

MRI for accurate diagnosis 

Elevated ( ESR / CRP / Cardiac enzymes / Leukocytes / LDH ) 

Treatment 
Complete bed rest 

ACE inhibitor 

R/ Tritace 2.5 mg tablets ( once or twice daily ) 

Calcium channels blockers 

R/ Alkapress 5 or 10 mg tablets ( once daily ) 
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Diuretics 


R/ Lasix 20 mg ampoule ( IV injection twice daily ) 

Aloha and Beta blockers 

R/ Carvid 6.25 mg tablets ( twice daily ) 

Cardiac inotrooics 

R/ Lanoxin 0.25 mg tablets (1/2:2 tablets once or twice daily ) 

Suitable antibiotics 

R/ Cefotax 1 gm vial ( IM or IV twice daily ) 

Corticosteroids in auto-immune 

R/ Synacthen amp ( IM injection ) 


Angina pectoris 


Etiology 

Decreased quantity of coronary blood 

1. Coronary atherosclerosis ( the most common disease ) 

2. Arteritis ( PAN / SLE ) 

3. Blood disease ( PRV / DIC ) 

4. Congenital anomalies ( coronary artery stenosis ) 

5. Dissection 

6. Emboli 

7. Spasm of the coronaries ( good prognosis ) 

8. Low cardiac out put ( aortic stenosis ) 

Decreased quality of coronary blood 

1. Anemia 

2. Hypoxia 
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Increased myocardial oxygen demand 

1. Ventricular hypertrophy 

2. Hyperdynamic circulation 

3. Systemic hypertension 

4. Tachycardia 

5. Severe stress 

Clinical picture 
CHEST PAIN 

Site : diffuse retrosternal pain 

Reference : shoulders / arms / forearms / neck / jaw / back / epigastrium 
Precipitated by : severe stress / cold weather / coitus / heavy meals 
Relieved by : rest / sublingual nitrates 

Associated symptoms : sweating / nausea / vomiting / palpitation / dizziness / dyspnea 

Types 

Stable angina 

Pain with constant severity and relief 

Unstable angina 

1. Crescendo angina ( increased frequency / severity / duration ) 

2. Angina at rest 

3. Angina resistant to therapy 

Prinzmetal angina 

Angina at rest caused by spasm of the coronaries 
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Investigations 
Standard ECG 

Normal in between the attack 
During the attack 

1. Depressed ST segments 

2. Elevated ST segments in prinzmetal angina 

3. Inverted T wave 

4. Arrhythmias or heart block 

Exercise ECG 

Test is positive for myocardial ischemia if 

1. Typical chest pain occurs 

2. ST segment depression occurs 

3. Ventricular arrhythmia occurs 

Exercise ECG is contra-indicated in 

1. Significant aortic stenosis -> ( exertional syncope ) 

2. Severe hypertension -> ( intra-cranial hemorrhage ) 

3. Congestive heart failure -> ( need complete bed rest ) 

4. Unstable angina and recent myocardial infarction 

Cardiac catheterization 

Indications 

1. Angina not responding to medical treatment 

2. Unstable angina 

3. Post infarction angina 

4. Strongly positive exercise test 

5. Angina indicated for coronary revascularization 

6. Recurrent chest pain of uncertain etiology 

7. Refractory ventricular arrhythmias 

Exercise ECHO 
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Treatment during the attack 
Comnlete REST 
Sublingual NITRATES 

R/ Dinitra 5 mg tablets 

Repeat the dose every 5 minutes till pain disappears ( maximum dose 15 mg ) 

Mornhine 

Morphine is the drug of choice in chest pain refractory to nitroglycerine 

Treatment in between the attack 
Non-nharmacological theranv 

1. Avoid the precipitating factors 

2. Stop smoking 

3. Limitation of cholesterol and saturated fat 

4. Small light frequent meals 

5. Regular exercises 

Pharmacological treatment 

Triple therapy ( Nitrates / Beta blockers / Calcium channels blockers ) 
Anti-platelets and/or Anti-coagulants 

Nitrates 

Nitroglycerines thrice daily orally 
R/ Nitromack Retard 2.5 or 5 mg capsules 
Isosorbide mononitrates twice daily orally 

R/ Monomack 20 or 40 mg tablets 
Isosorbide dinitrate twice daily orally 

R/ Dinitra 5 or 10 or 20 mg tablets 
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Beta blockers 

R/ Ateno 50 or 100 mg tablets once daily 

Calcium channels blocers 

R/ Alkapress 5 or 10 mg tablets once daily 

Anti-platelets 

R/ Aspocid 75 mg tablets 

R/ Aspirin protect 100 mg tablets 

Dose 75:300 mg once daily ( *'-*-*!' j ) 

Choice of drug theranv 

1. Begins with nitrates 

2. For stable exertional angina add Beta blockers or Calcium channels blockers 

3. For recurrent angina on 2-drug therapy apply triple therapy 

4. For unstable angina heparin and aspirin are most important 


Treatment of the cause ( Hypertension / AS / Anemia / Thyrotoxicosis ) 

Treatment of risk factors ( Dyslipidemia / Obesity / Diabetes / HTN ) 
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Heart failure 


Definition 

It is a clinical syndrome / resulting from inability of the heart to pump enough blood sufficient 
to meet metabolic needs of the body 

Etiology 

Causes of left atrial failure 

1. Mitral stenosis 

2. Atrial myxoma 

Causes of right atrial failure 

1. Tricuspid stenosis 

2. Atrial myxoma 

Causes of left ventricular failure 

1. Systemic hypertension 

2. Aortic stenosis / Aortic regurge / Mitral regurge / VSD 

3. Hyper dynamic circulation 

4. Myocardial infarction / Myocarditis / Cardiomyopathy 

5. Cardiac tamponade / Constrictive pericarditis 

Causes of right ventricular failure 

1. Pulmonary hypertension ( LVF / COPD / PE ) 

2. Pulmonary stenosis / pulmonary regurge / Tricusped regurge / ASD 

3. Hyper dynamic circulation 

4. Myocardial infarction / Myocarditis / Cardiomyopathy 

5. Cardiac tamponade / Constrictive pericarditis 
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Precipitating factors 

• Infection ( any infection esp. infective endocarditis / rheumatic activity / chest infection ) 

• Iatrogenic ( corticosteroids / CCBs / Excessive salt intake and IV fluids ) 

• Acute myocardial infarction 

• Arrhythmias 

• Anemia .. thyrotoxicosis and other causes of hyperdynamic circulation 

• Physical and emotional stress 

• Pregnancy and late labour 

Manifestations of low cardiac output 

These occur in left or right sided heart failure or both 

Brain ( dizziness / headache / syncope ) 

Eves ( blurring of vision ) 

Heart ( angina pectoris ) 

Kidneys (oliguria) 

Muscles ( easy fatiguability / intermittent claudication ) 

Skin ( pallor / coldness / peripheral cyanosis in sever cases ) 

Manifestations of pulmonary congestion 
Occur in left sided heart failure 

1. Dyspnea 

2. Cough 

3. Hemoptysis 

4. Recurrent chest infection 

5. Pleural effusion 

6. Fine basal bilateral crepitation 
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Manifestations of systemic venous congestion 
These occur in right sided heart failure 
Neck ( congested pulsating neck veins ) 

Liver ( right hypochondrial pain ) 

Lower limb ( oedema in the dependant parts (lower limbs or sacrum) ) 

Examination in LSHF 
Blood pressure 

• Low systolic blood pressure 

Pulse 

• Tachycardia except in patients on digitalis or B blockers 

• Pulsus alternans ( alternating strong and week regular beats ) 

Respiration 

• Tachypnea (shallow rapid respiration) 

Auscultation 

• Gallop rhythm over mitral area 

• Murmers may be heard 

• Fine basal bilateral crepitation over the base of the lung 


Dr. Ali Ragab Ali 


Page 115 


Examination in RSHF 
Blood pressure 

• Low systolic blood pressure 

Pulse 

• Tachycardia except in patients on digitalis or B blockers 

Auscultation 

• Gallop rhythm over tricusp ed area 

• Murmers may be heard 

Investigations 

ECG ( cardiac enlargement / arrhythmias / BBB / CAD ) 

Chest - x ravs ( cardiac enlargement / pulmonary congestion / pleural effusion ) 
Echocardiography ( cardiac enlargement / valvular lesions / low ejection fraction ) 
Cardiac catheterization 

Investigation of the cause 

Cardiac enzymes ( for myocardial infarction ) 

CBC ( for anemia ) 

Thyroid functions ( for thyrotoxicosis ) 

Lipid profile ( for hypercholesterolemia and high free fatty acids ) 

Other investigations ( according to clinical findings ) 
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Treatment 


Non pharmacological treatment 
Bed rest 

In semi - sitting position to decrease venous return and decrease metabolic needs of the body 

Emotional rest 

( R/ Neuril 2 or 5 mg tablet thrice orally ) 

Or ( R/ Neuril 10 mg ampoule in 100 cc saline over 30 min ) 

Diet 

• Salt restriction 

• Fluids restriction 

• Small frequent meals 

• Body weight reduction 

• Stop smoking 

Specific treatment 
Diuretics 

R/ Lasix 20 or 40 mg ampoule ( 1:2 mg per Kg per day ) IV injection 
R/ Aldactone 25 mg tab (2:3 mg per Kg per day ) twice daily 

Vasodilators 

R/ Nitronal vial ( 10 cc added to 90 cc Glucose 5 % ) 

Cnni^Lull % 5 90 (jLjj2n]l (j-o 10 *■ ‘ *aJ 

f- 4 70 / 100 Cf- >>»ll (JSj V clujaijLulL JakAj (_3/(j 3 ( cJG 
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Digitalization 

Oral route f the usual route of administration 1 

Initial dose ( 2 tablets daily for 5 days ) 

Maintenance dose ( % : 2 tablets daily ) 

Intravenous route f in acute nulmonarv oedema and ranid arrhythmias 1 

Initial dose ( x h : 1 mg in glucose 5 % over 30 min ) 

Then ( x h mg every 6 hours till therapeutic response appears ) 

Then ( continue with oral digitalis ) 

Egyptian market 
R/ Lanoxin 0.25 mg tablets 
R/ Lanoxin 0.5 mg ampoules 
Symptomatic treatment 

• Hypoxia -> Oxygen administration 

• Cardiac dyspnea -> aminophylline administration 

Treatment of the cause 
e.g. Hypertension 

Control hypertension ( R/ Capozide tab twice or thrice daily ) 

Treatment of precipitating factors 
e.g. Chest infection 

Proper antibiotics / analgesic anti-inflammatory / expectorants 
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Treatment of mechanical factors 


Severe valve disease -> valve replacement 
Pericardial effusion -> Tapping 
Constrictive nericarditis -> pericardiectomy 


Acute pulmonary edema 


Etiology 

Cardiogenic nulmonarv edema 

1. Acute LSHF 

2. Acute exacerbation of chronic LSHF ( MS with AF ) 

Non cardiogenic nulmonarv edema 

1. Septicemia / Pneumonia / Pancreatitis 

2. Stroke / Head injury 

3. Shock 

4. Trauma / Burns 

5. Terminal liver and renal failure 

6. Inhalation of gases ( e.g. chlorine ) 

7. Aspiration of gastric content 

8. DIC 

Other casues 

1. Rapid aspiration of massive pleural effusion 

2. Severe hypoalbuminemia 

Clinical picture 

1. Severe dyspnea at rest / and orthopnea 

2. Cough with expectoration of frothy sputum may be tinged with blood 

3. Generalized bubbling crepitations 

4. Sweating and marked anxiety 

5. Central cyanosis 

6. Generalized wheeze 
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Clinical picture of the cause 

1. Typical chest pain in acute myocardial infarction 

2. Neurological manifestation in stroke 

Investigation 
Chest - x ravs 

1. Increased bronchovascular markings 

2. Haziness of lung fields 

Arterial blood gases 

1. PO 2 ( decreased ) 

2. PCO 2 ( decreased at first / increased lately in severe cases ) 

Investigation of the cause 

1. ECG and cardiac enzymes for acute myocardial infarction 

2. CT brain for stroke 


Treatment of APO 


Admission 

Hospitalization in the ICU ( bed rest in the sitting position ) 

Oxygen administration (6-8 litres /min ) 

Mornhine 

R/ Nalufin 5 mg amp IV ( to relieve anxiety and decrease sympathetic stimulation ) 

Diuretics 

R/ Lasix 40 mg IV ( repeated every V 2 hour until relief) 

Vasodilator IV 

R/ Nitronal vial ( 10 cc Nitronal added to 90 cc glucose 5 % ) 

t ** V ‘ ^ %) 5 90 U -0 10 

f-* 70/100 0° 1*>* » **»H V Joa jl (j/fj 3 (JLjjJjill L 
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Positive inotronics 

R/ Dopamine ampoule ( one ampoule over 200 cc ringer / rate = 5 drops per min ) 

Bronchodilator 

R/ Minophylline IV ( 250 - 500 mg slowly) 

Refractory conditions 

1. Mechanical removal of fluid using phlebotomy or dialysis 

2. Mechanical ventilation 

3. Mechanical assistance using intra-aortic balloon counterpulsation 


Myocardial infarction ( MI ) 


Definition 

Ischemic necrosis of part of the myocardium 

Due to sudden and persistent cessation of blood supply 

Etiology 

Coronary thrombosis on top of coronary atheroma 

Symptoms 
Tvnical CHEST PAIN 

As angina pain but 

1. More prolonged > 20 minutes 

2. More severe / More radiating 

3. Not relieved by rest or sublingual nitrates 

4. May occur without precipitating factors 

Atypical presentation 

1. Sense of indigestion 

2. Atypical location of pain 
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Absence of pain 


1. Autonomic neuropathy e.g. DIABETES 

2. Disturbed conscious level 

3. During anaesthesia 

4. In transplanted heart 

Signs 

General appearance 

• Pale / Sweaty / Restless 

Pulse 

1. Rate ( Tachycardia / Bradycardia ) 

2. Rhythm ( Arrhythmias ) 

3. Pulse volume ( Small pulse volume due to LVF or shock ) 

Blood pressure 

1. Initial hypertension ( sympathetic over stimulation ) 

2. Hypotension ( LVF / Shock / Increased vagal tone ) 

Fever 

Moderate rise within 2 days of onset and may last for 1 week 

Auscultation 

• SI ( Weak first heart sound ) 

• S2 ( Reversed splitting ) 

• S3 ( Flabby myocardium ) 

• S4 ( Decreased myocardial compliance ) 

• Murmurs ( Papillary muscle necrosis ) 

• Pericardial rub ( Pericarditis ) 
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Investigations 

ECG 

1. Pathological Q wave 

2. Raised convex ST segment 

3. Inverted T wave 

Cardiac enzymes 

1. CPK-MB ( elevated ) 

2. Troponin T and Troponin I ( elevated ) 

3. LDH ( Elevated ) 

4. Leukocytes ( elevated ) 

5. ESR ( elevated ) 

Echocardiography 

1. Akinesia of infracted area 

2. Systolic function 

Coronary angiography 
Treatment of acute attack 
General measures 

1. Continuous ECG and hemodynamic monitoring 

2. Complete bed rest 

3. Complete mental rest ( R/ Neuril 2 or 5 mg tablet thrice orally ) 

4. Oxygen inhalation to avoid hypoxia 

Narcotic analgesic for pain 

R/ Morphine 10 mg ampoule 

One ampoule diluted in 10 cc glucose 5 % and give 2 cc every 5 min slowly IV 
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IV nitroglycerine 

R/ Nitronal vial ( 10 cc Nitronal added to 90 cc glucose 5 % ) 

^ *Vo 5 ^ju) 90 j (_]lj ^j-a ^ajj 10 1 ^ L 

t3Jjj 70/100 0° 1*>* » **»H cJ^! V J ' ^'i^r -1 i J-io jl (_3/(j 3 cJUjjIn]! t s^-i 

Thrombolytic therapy 

R/ Streptokinase 1500000 units vial 

Dose 750000 units over 20 min THEN 750000 units over 40 min 

Contra-indications of thrombolytic therapy 

1. Active peptic ulcer 

2. Intra-cranial hemorrhage 

3. Cerebral stroke 

4. Pregnant 

5. Hypertension 

6. Head injuries with in 3 months ago 

7. Internal bleeding with in 3 weeks ago 

8. Surgery / Trauma 

Anti-nlatelets aggregations 

4 tablets ( Aspocid 75 mg ) plus 4 tablets ( Plavix ) immediately 

Anti-coagulants 

R/ Heparin amp 500 units SC injection twice or thrice daily for 48:72 hours 
THEN R/ Marivan tablets twice daily 

Beta blockers 

R/ Ateno 50 or 100 mg tablets once daily 

ACE inhibitors 

R/ Tritace 2.5 mg tablets once or thrice daily 
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Mechanical revascularization 
Method 

PTCA ( Percutaneous Transluminal Coronary Angioplasty) 
CABG ( Coronary Artery Bypass Graft) 

Indications 

1. Patients not responding to fibrinolytic therapy 

2. Patient contra-indicated to use fibrinolytic therapy 

Home treatment 

Non pharmacological treatment 

1. Gradual return to normal activity 

2. Regular exercise 

3. Small frequent diets 

4. Decrease body weight to its normal range 

5. Stop smoking immediately 

Drugs to decrease re-infarction and nost-infarction angina 

R/ Aspocid 75 mg tablets ( eCisdl j' ) 

R/ Ator 10 or 20 mg tablets ( j^ji) 

R/ Ateno 50 or 100 mg tablets once daily 

Proper Control of 

1. Proper control of blood pressure 

2. Proper control of DM 

3. Proper control of any systemic diseases 
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Atrial fibrillation 


Definition 

Atria beat at a rate of 400:600/min 

Ventricles respond irregularly to only some beats ( physiological block ) 

Etiology 

1. Rheumatic heart disease 

2. Congenital heart diseases 

3. Coronary heart diseases 

4. Chest disease ( pulmonary embolism / COPD ) 

5. Cardiomyopathy and myocarditis 

6. Congestive heart failure 

7. Constrictive pericarditis 

8. Cardiac surgery 

9. Hyperthyroidism 

10. Hypertension 

11. Iatrogenic ( sympathomimetic drugs ) 

12. Idiopathic ( lone AF may occur in normal persons esp. in stress or exercise ) 

Symptoms 

Palpitations ( rapid / irregular / paroxysmal or persistent ) 

Symptoms of low COP ( fainting / dyspnea / angina / dizziness / shock ) 

Precipitation of ( atrial thrombosis / embolization ) 

On examination 

Pulse ( rapid / irregular / pulse deficit more than 10 bpm / respond to carotid sinus massage ) 
Auscultation ( variable intensity of SI ) 
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Investigations 

ECG 

P wave ( absent and replaced by irregular vibrations ) 

QRS ( normal in shape / irregular in rhythm ) 

Treatment 

If the natient is hemodvnamicallv unstable 

DC cardioversion should be done immediately 
Hemodvnamicallv stable and AF less than 48 hours 

• Anti-coagulants should be given before DC cardioversion ( R/ Marevan ) 

• Reversion of sinus rhythm 

1. R/ Cordarone 150 mg ampoule 

2. DC cardioversion if medical therapy fails 

• Slowing ventricular response 

1. If good systolic function -> R/ Inderal 10 or 40 mg tablets 

2. If not -> R/ Lanoxin 0.25 mg tablets 

Hemodvnamicallv stable and AF more than 48 hours or not documented 

• Anti-coagulants ( R/ Marevan 1 or 3 or 5 mg ) 

• Slowing ventricular response 

1. If good systolic function -> R/ Inderal 10 or 40 mg tablets 

2. If not -> R/ Lanoxin 0.25 mg tablets 
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Home treatment in acute AF 


R/ Cordarone 200 mg tablets twice daily 

R/ Marevan 1 or 3 or 5 mg tablets once or twice daily ( INR = 2:3 ) 

R/ Inderal 10 mg tablets twice daily 

Or R/ Lanoxin 0.25 mg tablets once or twice daily 

Home treatment in chronic AF 

R/ Marevan 1 or 3 or 5 mg tablets once or twice daily ( INR = 2:3 ) 

R/ Inderal 10 mg tablets twice daily 

Or R/ Lanoxin 0.25 mg tablets once or twice daily 

Modification 

1. Catheter radio-frequency ablation 

2. Surgical ablation 
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Ventricular tachycardia 


Definition 

Rapid regular tachycardia at a rate more than 120/min 
Types 

Sustained persists more than 30 seconds or cause hemodynamic instability 
Non - sustained persists less than 30 seconds with no hemodynamic instability 

Etiology 

Pathological 

1. Coronary artery diseases 

2. Cardiomyopathy 

3. Congenital heart diseases 

4. Rheumatic heart diseases 

5. Hypertension 

6. Hyperthyoroidism 

Pharmacological 

1. Digitalis 

2. Sympathomimetic drugs 

3. Some anti-arrhythmic drugs 

Symptoms 

Palpitation ( rapid / regular / recurrent / sudden onset and offset / short duration ) 
Symptoms of low cardiac output ( fainting / dyspnea / angina / dizziness / shock ) 
Sudden death ( if ventricular fibrillation develops ) 

On examination 

Pulse ( regular / more than 120 bpm / no response to carotid massage ) 
Auscultation ( variable intensity of SI / occasional cannon wave ) 
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Investigations 

ECG 

QRS ( wide / deformed / rapid / regular / rate more than 120 per min ) 

P wave ( normal in rate and shape / comes before, after or hidden by QRS ) 

Treatment 

Hemodvnamicallv instable VT 

Immediate DC cardioversion followed by IV lignocaine ( see below ) 

Hemodvnamicallv stable VT 

R/ Xylocard ampoule 5 ml ( lignocaine 20 mg/ml ) 

2 mg/kg IV bolus injection followed by infusion of 1-4 mg/min 
Resistant and recurrent cases 

R/ Cordarone 150 mg ampoule 
800:1000 mg/day for 7:21 days 
Maintenance theranv 
R/ Cordarone 200 mg tablets twice daily 
R/ Concor 5 mg once daily 
Modification 

1. Catheter radio-frequency ablation of the arrhythmogenic focus 

2. Surgical ablation of the arrhythmogenic focus 

3. Implantable cardiovertor defibrillator ICD 
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Cardiogenic shock 


Failure of the heart to pump effectively 

Etiology 

1. Large myocardial infarction 

2. Arrhythmias 

3. Cardiomyopathy 

4. Aortic valve stenosis 

5. Aortic dissection 

6. Coronary artery diseases 

Symptoms and signs 

CNS anxiety / restlessness / altered mental state 

Blood pressure hypotension ( systolic BP less than 90 mmHg ) 

Pulse rapid / weak / thready 

Skin cold / clammy / mottled 

Neck veins congested 

Urine output oliguria 

Respiratory rate rapid deep respiration 

Pulmonary oedema may be present 

Investigations 

ECG ( may show arrhythmias / ischemic heart diseases ) 
Echocardiography ( poor ventricular function / may show the lesion ) 

Cardiac enzymes 

CBC / ABG 
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Treatment 


Hospitalization in CCU 

Complete bed rest 

Intravenous fluids ( either crystalloids or colloids ) 
R/ Donamine 200 mg ampoule 

O? administration 
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Conduction and its problems 


First degree heart block 


1. One P wave per QRS complex 

2. Prolonged PR interval ( 360 ms ) 
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Second degree heart block ( Mobitz 2 ) 


1. PR intervals of the conducted 
beats are constant 

2. One P wave is not followed 

3. by QRS 




Second degree heart block ( Wenckebach type ) 


1. Progressive prolongation 
of PR intervals 

2. One P wave is not followed 
by QRS complex 
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Second degree heart block 2:1 type 


1. Two P waves per one QRS complex 

2. PR intervals in the conducted 
beats are constant 


t 1 1 i 1 i 

1. P waves in the T waves can be 
identified because of its regularity 




Third degree heart block 


1. P waves rate = 90/min 

2. QRS rate = 36/min 

3. No relation between P 
and QRS waves 



Right bundle branch block 


1. RSR pattern in Vi , V 2 and V 3 

2. Wide QRS complexes 
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Left bundle branch block 


1. M pattern in the QRS complexes in VL , V 5 and V6 

2. Wide QRS complexes 


Left axis deviation 


1. QRS complex is upright in lead I 

2. QRS complexes are downward in lead II and lead III 


Aa — 
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Tachycardias 


Atrial tachycardia 


1. The 1 st three beats are 
normal sinus beats 

2 . Then tachycardia rate =150 /min 

3. P waves can be seen on the T waves 
of the preceding waves 

4. QRS complexes are of normal shape 
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Atrial flutter 


1 . P waves at a rate of 3 0 0 /min 

2. P waves give sawtoothed appearance 

3. Ventricular rate = 75/min 


1 i i- 1 
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Junctional tachycardia 


1. No P waves 

2. QRS complexes are completely 
regular 

3. Normal shape of QRS complexes 



Ventricular tachycardia 


1. First 2 waves are sinus beats 

2. Then no P waves 

3. Wide QRS complexes 

4. QRS rate = 200/min 
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Atrial fibrillation 


Lead II: 


1. No P waves - irregular base line 

2. Irregular QRS complexes 

3. QRS of normal shape 

4. Waves in lead Vi resemble 



Ventricular fibrillation 

p r ° r QRS t “7‘ exes . „ k^/YYYV WwArv ^^ 

2. ECG is totally disorganized 


Abnormal waves 


Right atrial hypertrophy 


1. Tall peaked P waves 




Left atrial hypertrophy 


1. Wide and bifid P waves 
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Severe right ventricular enlargement 


1. Dominant R waves in lead Vi 

2. Deep S wave in lead V 2 

3. Inverted T waves 

in leads II, III, VF, V1.3 

4. Flat T waves in leads V4 and V5 



Left ventricular enlargement 


1. Tall R waves in V 5 and V6 

2. Deep S waves in Vi and V 2 



Acute anterior myocardial infarction 


1. Small Q waves in V2 - V4 

2. Raised ST segments 
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V 


Acute inferior MI + lateral ischemia 


1. Q waves in leads III and VF 

2. Raised ST segments 
in leads II, III and VF 

3. Inverted T waves in leads VL and Vi 



T 

v 5 



Exercise induced ischaemia 
Unner trace 

1. HR = 55/min 

2. ST segments are isoelectric 

Lower trace 

1. HR = 125/min 

2. ST segments are depressed 



Exercise : 




Anterior non - ST seg. Elevation MI 


1. Inverted T waves in V 3 and V 4 

2. Biphasic T waves in V 2 and V 5 
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Digitalis effect 


1. Downward sloping ST segments 

2. Inverted T waves 
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Arterial Blood Gases ( ABG ) 


Normal nH f 7.35 : 7.45) 
Normal PaCO? (35:45 mmHg ) 
Normal PaO? ( 80:100 mmHg) 


Normal SaO? ( 95:100 % ) 

Normal HCOa f 22:261 
C0 2 / HC0 3 Ratio 

Respiratory acidosis 
Metabolic acidosis 
Respiratory alkalosis 
_ Metabolic alkalosis 

TTT HC03 

pH / PaC0 2 / HCOs 



pH 

PaC0 2 

HCO 3 

Respiratory acidosis 

nU 

t 

nU 

Metabolic acidosis 

nU 

nU 

nU 

Respiratory alkalosis 

t 

nU 

nU 

Metabolic alkalosis 





Increased 

Increased 

Decreased 

I 1 


tttco2 

THC03 

J. CQ2 
UIHC03 

W1 C02 
i HC03 

TC02 


Anion Gap 

Anion Gan = ( Na + K ) - ( CL + HCO 3 ) = 10 : 18 mmol/L 

Anion Gan is made of unmeasured anions ( phosphates / sulphates / negatively charged 
proteins ) 

Anion Gan more than 18 mmol/L -> increased unmeasured anions ( e.g. lactate / salicylates ) 
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High anion gap metabolic acidosis 

• Lactic acidosis 

• Ketoacidosis 

• Salicylate toxicity 

• End stage renal failure 

• Methanol ingestion 

Normal anion gap metabolic acidosis 

• Diarrhea 

• Isotonic saline infusion 

• Early renal failure 

• Renal tubular acidosis 

• Acetazolamide 
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Sickle cell anemia 
Thalassemia 

Bleeding disorders 

Hemophilia 
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Chapepter E 
CNS 

Convulsion 
Febrile convulsion 
CNS infection 
Encephalitis 
Meningitis 

Gullian barre' syndrome 
Short notes on epilepsy 
Chapter F 
Urine analysis 
Urinary tract infection 
Acute post streptococcal 
Glomerulonephritis 
Nephritic syndrome 
Nocturnal enuresis 


Chapter G 
Dermatology 
Pteriasis alba 
Infantile eczema 
URTICARIA 
Napkin dermatitis 
Causes of fever with rash 
Chapter H 
Headache 
Ricket 
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Antipyretics 
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Antipyretics 


paracetamol 

10-15mg/kg/dose 
Every 6-8 hours 

Drops.... 

Cetal ,pyral , tempra 

1-2 drop/kg/dose every 6-8 H 

Syrup.... 

-Most preparations contain 
100-160mg/5ml 

e.g tempra, abimol, paramol, pyremol 
-dose= 5ml/10kg/dose every 6-8 hours 
exception 

cetal syrup 250mg/5ml(wt/5 per dose) 
temporal syrup250mg/5ml(wt/5per dose) 
fevano syrup200mg/5ml (wt/4 per dose) 
supp... 

-most preparations contain 
100-160mg/supp 

-e.g cetal, paramol, paralex supp 
-dose = 1 supp/lOmg/dose every 6-8 H 
exception 

Abimol, supp 300mg/supp 
pyral supp 250mg/supp 

Grippo supp 200mg/supp 

-Most safe 
analgesic 
Antipyretic 
-can be used from 
1 st Day of life 
-safe in asthmatics 
-its not 

antiinflammatory 

Ibuprofen 

10-15mg/kg/dose 

Drops... 

-safe from 6 


Every 6-8 hours 

Flabu 40mg/ml 

Syrup... 

Brufen, ultrafen 100mg/5ml 
Dose=wt/2 every 6-8 hours 

Supp... 

Marcofen supp 100 &300 mg/supp 
Ultrafen supp 200 &5oo mg/supp 

Tab ... 

Brufen , ultrafen 200, 400, 600 mg/tab 

months ongoing 
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Declophenac 

,5-1 mg/kg/dose 
With maximum 
3,5 mg/kg/day 

Drops... 

Dolphin k, cataflam l-2drop/kg/dose 
Syrup... 

Catafly 

Supp... 

Dolphin, Babyrelief, voltaren, Epifenac 
(Na) 12,5 &25 mg/supp 

Adwiflam(K) 25 mg/supp 
(< 3years use 12.5mg supp / 8 hour) 

-Safe after 1 year 
only 

-not allowed in 
asthmatic 
(drug induced 
bronchopasm) 



Injection... 

Declophen amp 75mg/3ml 

Dose=l cm / 20-25kg 


Acetylsalicylic 

add 

10-15mg/kg/dose 

-Tab... 

Roanal 500mg/tab 

Alexoprine 300mg/tab 
-Injection.... 

Aspegic 500mg/vial 

Dose= 1cm / 10kg per dose IV 
-Supp... 

Vegaskine supp 

Doloran supp 

Absolutely 

Contraindicated 

with 

Viral infections 
for fear 

Of Rey’s $(see 
below) 

Mefenamic 

Add 


Ponstan susp 50mg/5ml 

Ponstan, mefentan cap 250 mg/U 

Safe in G6PD j 

Nimsulide 


Withdrawn from market 


metimazol 


are obsulted in pedaitrics 
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N.B1 Antipyretics do not act in presence of high fever so lowering of body tempreture 
By tiped spongs (obL£l!) must be done first 

N B 2 REYE’S $ 

syndrome is characterized by acute encephalopathy and fatty degeneration of the live 

SYMPTOMS AT TIME OF ADMISSION : 

1. Usually quiet, lethargic and sleepy, vomiting, laboratory evidence of liver dysfunction 

2. Deep lethargy, confusion, delirium, combative, hyperventilation, hyper-reflexic 
3.0btunded, light coma ± seizures, decorticate rigidity, intact pupillary light reaction 
4. Seizures, deepening coma, decerebrate rigidity, loss of oculocephalic reflexes, fixed 
pupils 

5. Coma, loss of deep tendon reflexes, respiratory arrest, fixed dilated pupils, 
flaccidity/decerebrate (intermittent); isoelectric electroencephalogram 

-Diagnosis : 

-There is explosive release from liver and muscle of such enzymes as 
aminotransferases, creatine kinase, and lactic dehydrogenasea 
-threefold or higher elevation in serum ammonia level are more likely to progress 
to com 
-tr eatment: 

-mainly supportive 


N.B3 


f \ 

Choice of antipyretics by age group 

N J 


< 6 months paracetamol 

6months- lyear paracetamol &ibuprofen 

>1 year paracetamol , ibuprofen &declophenac 


N.B 4 


The best manner to use antipyretics is : 

To use two drugs of two different groups(paracetamol+ either ibuprofen 
declophenac) alternatively 


How ? 

paracetamol— rafter 4 hours— dbuprofen— ►after 4 H— ►paracetamol 
after 4 H— ► ibuprofen and so on 
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Antibiotics 
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Pencillins 


Antibiotics 


n 


A-natural 

pencillin 

1 -benzyl 
pencillin 

50.000-100.000 unit/kg/ day 

Iv or im Every 6 hours 
(in neonates every 12 h) 
Unstable once dissolved 

Must be administrated 

Pencillin G vial I.OOO.OOOu 
Aqua-pen vial 1 .000.000 u 

-Mainly Gram +ve 
But not antistaph 

-no need for 
sensitivity Test 

2-phenoxy 

methyl 

pencillin 

50.000-100.000 unit/kg/ day 
orrally every 6-8hours 

Ospen 

—►susp 400.000 unit/5ml 
—►tab 1.000.000 unit/tab 
Cliacil 

—►susp 300.000 unit/5ml 
—►tab 1.000.000 unit/tab 

For prophylaxis 
in RF 

Its given every 

12 hour 

3-benzathine 

pencillin 

<27 kg — >1/2 vial 
> 27 kg — >1 vial 

Or 

< 3 years— >1/4 vial 

3-6 year— >1/2 vial 
>6 years— >1 vial 

1 M every 2 weeks 

Depopen vial--1.200.000unit 
Lastipen vial--1.200.000unit 

Mainly used in 
prophylaxis of 

RF 

Every 2 weeks 
-sensitivity test 
must be Done 
before each 
injection 
-can be 
dissolved in 
Lidocaine 

4-procaine 

pencillin 

< 4 years— ► 1 vial 
> 4 years— ► 2 vials 

Every day as asingle dose 

Or in 2 divided doses 

For 7 days 

Pencillin procaine vial 

400.000 unit /vial 

-Mainly used in 

Strept 

pharyngitis 

-sensitivity test 
must be 

Done before 
start of 

every Course of 
ttt only 
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B-broad 

spectrum 

pencillins 



Gram +ve— >but 
notantistaph 

Gram-ve— >-but 

Not Antipseudomonas 
Not Antiklebiella 

Ampicillin 

60-90mg/kg/day every 6-8 h 
(20-30mg/kg/dose) 

In meningitis — 150-200 
mg/kg/ Day 

-Epicocillin 

Ampicillin 

susp— »125-250mg/5ml 
vial — >500-1 OOOmg/vial 

Main side effects are : 
-diarrhea 

-skin rash e Infectious 
Mononucleosis 

Ampicillin+ 

sulbactam 

oral— >50 mg/kg/day 
i.e 1 cm/kg/day every 8 H 
parenyral— >1 50mg/kg/day 

unasyn,unictam,ampictam 
susp 250 mg/ 5ml 
-unasyn,unictam,sulbin 
vial 375,750,1500,3000 
mg / vial 


Amoxicillin 

60-90 mg /kg /day every 8 h 
(20-30mg/kg/dose) 

Oral, iv, im 

-Drops 

hiconcil lOOmg/ml 

-Susp 

Biomox 125-250 mg/ 5ml 

Ibiamox 200-400mg/5ml 
-Vials 

e-mox 250-500-1 gm/vial 

Less side effects than 
Ampicillin 

Amoxicillin 

+Clavulinic 

acid 

60-90 mg/kg/day 
(20-30mg/kg/dose) 

Orally every 8 h 

-Hibiotic-N susp 

230 - 460 mg/5ml 
-Megamox,deltaclave susp 
228.5-457 mg/5ml 
-Augmentin , curam susp 
156-312 mg/5ml 

Contraindicated before 9 
Months old d.t GIT 
troubles 


30 mg/kg/day 

Iv only every 12 h 

-Augmintin ,magnabiotic 

600 mg &1 ,2gm vial 


C-Pencillin 

Combinations 

100-200 mg/kg/day 

-Amox+flucloxacillin 

e.g flumox 

susp 250 

vial 500mg &1gm 

cap 250 ,500 mg 

-amox+cloxacillin 

amox+dicloxacillin 

Oral preparation has bad 
tast 

njection form very painful 
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D-other 

pencillins 




piperacillin 

200-300mg/kg/day 8-1 2h 

pipril vial 


pencillinase 

Im or iv 

2gm &4gm 

Same spectrum as 

resistant 


ampicillin 

pencillin 

Cloxacillin 

Dicolxacillin 

Flucloxacillin 


+antipseudomonas 


Cephalosporines 



A-first 

generation 

1-cephradine 

60-90 mg/kg/day every 

6-8 H 

(20-30mg/kg/dose) 

Oral ,iv, im 

Ceporex , ospexin ,keflex 

Susp ....125 &250 mg /5ml 
Ceporex tab 250 ,500 ,1000 mg 
Ceporex vial 500 , 1000 mg 

80% Gram 
+ve 

20% Grame 

-ve 

2-cephradine 

60-90 mg/kg/day every 

8 H 

(20-30mg/kg/dose) 

Oral ,iv, im 

Velosef ,cephradine ,cefadrine 
Susp... 125 &250 mg /5ml 

Cap. ..250 ,500 ,1000 mg 

Vial. ..250 ,500 ,1000 mg 

Farcocef vial only 250&500mg 
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3-cephadroxil 

50 mg /kg /day every 

12 H 

Duricef , biodroxil 


Orally 

-In case of susp 250 
Dose=wt/2 every 12h 
-In case of susp 250 
Dose=wt every 1 2 h 

Susp... 125 ,250 ,500 mg/5ml 
cap....500mg 

N.EL.curisafe drops lOOmg/ml 



B-second 

generation 

1-Cefruxime 

Oral — >20-40mg/kg/day 

Every 12 H 
parentral — ^50- 
lOOmg/kg/day 
every 12 H IV or IM 

Zinnat 

- Susp 250mg/5ml 

-Vial.... 750 &1500mg 

50% Gram 
+ve 

50% 

Gram -ve 

2-Cefaclor 

20-40mg /kg/day every 8 H 

(10 mg/kg/dose) orally 

In case of 250mg susp 
Dose=wt/5 every 8 H 

Bacticlor — >60 ml 

-susp... 125 &250mg/5ml 
ceclor— >75 ml 
-125&250mg/5ml 


3-Cefprozil 

20-40mg/kg/day every 8H 

Cefzil susp 125&250mg/5ml 
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C-third 

generation 

ceftriaxone 

50-75 mg/kg/day single 
daily dose 

Iv— >with water 

IM— with lidocaine 

Available in to forms 
one for IM injections 
the other for IV injection 

Cefaxone vials 

250 8 4*4 

500 14 4*4 

1000 20 4*4 

Oframax vials 

250.. ..8 4*4 

500.. ..22 4*4 
Ceftriaxone sandoz 

250 9 4*4 

5000.. ..18 4*4 

1000.. ..29 4*4 

80% Gram -ve 

20% Gram +ve 
&antipseudomonal 

Active agaist gram+ve& 
Gram -ve but not 
Antipeudomonal 

cefotaxime 

100-150mg/kg/day every 

12 H 

IV oR IM 

Xorinevial V 2 &1gm 
Cefotax , claforan 
vial 1/4 , 1/2 & 1 gm 


cefoperazone 

1 00-1 50mg/kg/day every 

12 H 

IV oR IM 

Cefobid & cefazone vial 
1/2gm & 1 gm 

Limited use in pediatrics 
—►affect 

spermatogenesis&can 
Cause testicular atrophy 

ceftazidime 

1 00-1 50mg/kg/day every 

12H 

IV oRIM 

Fortum vial 

1/4 , 1/2 & Igm 

Most potent against 
pseudomonas 
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oral 3 rd 
generation 

cefixime 


8 mg/kg/day single dose or 

in 2 divided doses VV 


Ximacef &suprax 
Susp 100mg/5ml 
cap 200mg/cap 


Not antistaph 
Not antipseudomonal 

Used mainly in ttt of 
Uti , typhoid fever, 
OM& sinusitis 


cefpodoxime 


D-fourth 

generation 

1-cefpime 


1o mg/kg/day in 2 divided 
doses 


Orelox 

susp 40mg/5ml 
Tab lOOmg 


50-1 OOmg/kg/day 
dose 


In 


2divided 


Wincef vial.. 


1/2 gm(14) 
1gm(21) 


More extended 
spectrum than 3 rd gen 


2-cefepime 


50-1 OOmg/kg/day In 2divided 
dose 


Maxipime 1/2&1 gm 
Cefrom 1/2&1 gm 
vials 


aminoglcosides 


gentamicin 

5-7 mg/kg/day 1 n 2-3 

-Garamycin amp 

divided 

20 & 80 mg/2ml 


Doses 

40 mg/ml 


IV oR IM 

-Epigent amp 

20 & 80 mg 12 ml 
-gentamycin amp 

20 & 80 mg/2ml 
40 mg/ml 


mainly Gram-ve — ► 

+ Antipseudomonal 
+ Weak Anti staph 

Most nephrotoxic(reversible) 
Especially: 

-When taken e other 
nephrotoxic Drugs 
-in renal patient 
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amikacin 

10-15mg/kg/day 

In 2 divided Doses 

IV oR IM 

Amikin vial 

100,250,500 

mg/2ml 

Widest spectrum 

Most ototoxic(irreversible) 

Both auditory&vestibular 

tobramycin 

2.5-7.5mg/kg/day 

in 2-3 divided Doses 

IV oR IM 

Nebcin vial 

20 &80 mg/2ml 

Most active against 
pseudomonas 


N.B 

1- amnoglycosides should not be used more than one week otherwise evaluation of 

renal function Must be carried out 

2- amnoglycosides not used in ttt of meningitis as it do not cross blood brain barrier 

3- no oral form as no absorption from GIT 


i ~ 


Gram+ve mainly 

Active against atypical 
Organisms(no cell wall) 

macrolides 


Erythromycin 

30-50mg/kg/d 
Every 6-8 H 
Orally 

-Erythrin & erythrocin 

Susp... 200mg / 5ml 
-Eryped susp 400mg/5ml 

N.B— ^present in some 
combination 

e.g pedizole susp (+ SMX 600mg) 
primomycin susp(+ TMP 

50mg) 

e.g mycoplasma, 
Chlamydia 
Campylobacter 

Clarithromycin 

15mg/kg/day 
Every 12 H 
Orally 

After meal 

Klacid susp..125 
&250mg/5ml 

Klarimix susp...125mg/5ml 
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Azithromycim 

10mg/kg/day 
Every 24 H 
Orally 

On empty 
Stamch 

Zisrocin susp (30ml) ...100mg/5m 
Xithrone susp(15ml). 

200mg/5ml 

Zithrodose(45ml)..100mg/5ml 

In case of lOOmg susp 

Dose= wt/2perday 

In case of 200mg susp 
Dose=wt/4 per day 

Although ttt for 3 days 
only it Remain in tissue in 
effective Concentration 

for 10 days 

Spiramycin 

Roxithromycin 
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1 

Other antibiotics 


-Contraindicated before 8 
years old 

-Mainly in 

brucella, Chlamydia 
&Mycoplasma infection 

N.B — may be used in 

Sinusitis (ambrodoxy cap) 

t\Tetracycline 

25-50 mg/kg/day in 
2-4 divided doses. 

Vibramycin 

Doxy SR 
Cap...100mg/cap 

chloramphenic 

ol 

50-1 OOmg/kg/day 

Oral IV IM 

Every 8 H 

Mephenicol 

Cidocetine 

Vial--1gm 

Susp--125mg 

Supp--125&250 

-Contraindicated before 

6 years old 
(bone marrow 
depression) 

-Mainly in 

Meningitis 

Typhoid fever 

sulphamethoxazole 

Trimethoprim 

4mg 

tmp+20mgsmx/kg/day 

In 2 divided doses 

In susp form— 
Icm/kg/day every 12h 

Septrin, Septazol 
&Sutrim susp 

(200mgsmx+ 

40mgTmp) 

Mainly in 

-UTI 

-GE 

clindamycin 

20-40my/kg/day 

Every 8-12 h 

Oral IV IM 

-Dalacin c 

Amp.. .150, 300, 600 
Cap... 150 , 300 mg 
-Clindam 

Cap.. .150 , 300mg 

Mainly in 

anaerobic infection 
&antistaph 

(e.g dental infections) 

Quinolone 

-Ciprofloxacin 

In neonates ?? 

1 0mg/kg/day 

Infant&children 

15-30mg/kg/day 
- Ofloxacin completely 
Contraindicated in 

In pediatrics 


Not recommended before 
16 years 

N.B — topical preparations 
are safe In all ages 
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Nitrofurantoin : 

Dose — 5-7mg/kg/day rvery 12 H after meals (food! its absorption by 40%) 
Preparations — uvamin retard cap lOOmg/cap 

macrofuran&mepafuran cap 50&100mg/cap 

N.B- 1-mainly in uti 

2- In long term use(uti prophylaxis) may cause peripheral neuritis so 
Consider Vit B compl 

3- Like other nitrofuran(nifruxazide(antinal)&furazolidon) is 
contraindicated in favism 


f \ 

Choice of antibiotic by system 

- URTI 

-amoxycillin , amoxicillin clavulinic acid .ampicillin sulbactam 

- 1 st generation cephalosporin 
-2 nd generation cephalosporin 

- LOWER RESPIRATORY TRACT INFECTION 

-3 rd generation cephalosporin 
-2 nd generation cephalosporin 

- Amoxicillin clavulinic acid 


■ GIT INFECTIONS(GE) 

- SMX-TMP 
-CEFTRIAXONE 
-CEFOTAXIME 
-XIMACEF 

-UI! 

-Nitrofurantoin 

-SMX-TMP 


only with : 

patient looks toxic 
salmonella, shigella,campylobacter 
patient in shock(no time to wait) 
parentral GE 


-3 rd generation cephalosporin 

-1 st generation cephalosporin(cephadroxil) 

-Aminoglycosides 

- SKIN INFECTION 

-Macrolides -2 nd generation cephalosporin -3 rd generation cephalosporin 

- OSTEOMYLITIS 

-antistaph e.g Cloxacillin , Flucloxacillin(Flumox 200mg/kg/day) 
or Vancomycin(Vancocin 40-80mg/kg/day) 

+ Fortum , Ceftriaxone or Cefotaxime 
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ANTIBIOTIC SELECTION BY AGE GROUPS 

■ ) 

1- Amox-clav contraindicated before 9 months(GIT troubles) 

2- Chloramphenicol.... contraindicated before 5 years(bone marrow depression) 

3- Tetracyclin contraindicated before 8 years 

4- Ofloxacin contraindicated before 12 years(osteoarthropathy) 


How to calculate dose of antibiotic? 


t ^ 

In suspension form 

■ 


- Required Dose in ml = 

amount required in mq/kq/dose * body weight * 5(sPOOn) 

Concentration of susp(125 or 250 .... etc ) 


°X jjll 

(i * . j\ ) r o)j£ju\ 

Example : 

Child 15kg weight how to calculate dose of bacticlor 250mg ? 

Answer : 

Required Dose in ml = 30(dose in mq/dose) *(15)bodv weight* 5(spoon) = 3 ml 

250(Concentration of susp) 

So the required dose = 3ml every 8 hours 

( ~~ ^ 

In injection form 

> J 

-Required dose in ml= 

Amoun Required in mg/kg/doseXbodv weightxamount in which you dissolve 

Concentration(250 or 500 or 1000 mg ....etc) 
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Respiratory system 



Chest wall palpation 

* Assess expansion 

9 Check trachea Is central 

* Feel apex teat 

* Is there chest deformity? 
-Harrison's sulcus: asthma 
-barrel chest: alr-tnapping 
-pectus excavatum: normal 
-pigeon chest: congenital 

heart disease 

* May 'feel' crac kies 


Percussion 

* Resonant: normal 

9 Hyper- re sonant: pneumothorax or 
alr-trapplng 

* Pull: consolidation for normal Ib-er In 
rig ht lower zone) 

* Stony dull: pleural effusions 


Observation 

* Is there respiratory distress? 

-nasal flaring recession 
-use of acocssory muscles 

* Count the respiratory rate- 

* Is there wheeze, strldcr or grunting? 

* Is the child restless or drowsy? 

* Is there cyanosis or pallor? 

* Is there finder clubbing? 

- cystic fibrosis, bronchiectasis 


Auscultation 

* Use an appropriately sized stethoseopel 

* Listen In all areas for air entry, breath 
sounds and added sounds 

* Absent breath sounds In one area suggests pleural 
effusion, pneumothormor dense consolidation 

* With consolidation (e g. pneumonia) there Is 
often bronchial breathing with crackles 
heard Just above the consolidated lung 

* In asthma and bronchiolitis expiratory wheeze Is 
heard throughout the lung fields 

* In young children upper airway sounds are often 
transmitted over the whole chest. Asking the child 
to cough may clear them 


Ear r nose and throat 

* Examine eardrums using an aurosoepe 
-grey and shiny normal 

-red and bulging: suggests .otitis media 
-dull and retracted: chronic secretory 
otitis media (glue-ear) 

i Examine nostrils for Inflammation, 
obstruction and polyps 

* Examine pharyrrc using tongue- 
depressor (leave this unt ll lastl) 

-A.re the. tonsils aeutefy' Inflamed 
[red +/- pustules cr ulcers) or 
chronically hypertrophied (enlarged but 
not red) 

* Feel force Meal tymphadenopathy 


[ 20 ] 


Respiratory system 


n 


! — ~ — \ 

Drugs of respiratory system 

• 

f — — v 

1-decongestants 

=J 


r 

A-local 

V / 


allowed after 3 months old 


Oxymetazoline 

l-2drops in 
each nostril 
Every 12 h 
For5days only 

Afrin-ped N.D 

Iliadin merck-ped 

N.D 

Long acting 

So used every 

12 H 

Xylometazoline 

l-2drops in 
each nostril 
Every 8 h 
For5days only 

Otrivin-ped 

Balkis-ped 

Rhinex-prd 

Short acting 

So used every 

8 H 

Naphazoline 

l-2d/8-12H 

Nostamine 

Nasal&eye drops 


N.B i-from 6 years old use adult nasal drops 

2- if loca decongestant has to be used for long period every 5days stop ttt for2 

weeks 

3 - nasal saline can be used in newboms&infants < 3 months 

preparations— ► Lyse nasal drops 

Otrivin baby saline nasal drops 
Salinol nasal gel 
Physiomere nasal drops (40 ^4^-) 
dose— >1-2 drops in each nostril /before feeding 
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( > 

B-systemic 


-Decongestant only 

Sudophine syrup 


-Decongestant+antihistamine 

Actifed syrup 

Sine up syrup 

Balkis syrup 
Triaminic drops 

Dose in all 
preparations 
-1-2 years... 2, 5cm tds 
->2 years... 5 cm tds 

-Decongestant+antihistamine 
+ antipyretic 

Congestal ,cometrex 
Michaelon ,dolo-d 
Brufen flu 

Dose in all 
preparations 
-1-2 years... 2, 5cm tds 
->2 years... 5 cm tds 


N.B 

1 - start with use of local decongestants and if failed to improve 
Condition — rnse systemic decongestants 

2- systemic decongestants are contraindicated in bronchial asthma 
&bronchitis— >-cause dryness of secretions 

3 - abuse of systemic decongestants can cause severe irritability &crying 

Especially rhino stop drops 

4- preparation contaning phenyl propanolamine aracontraindicated in 

Pediatrics e.g. . . .noflu, antiflu, Purest, flustop,rhinomol syrup 
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( \ 

2-Cough preparations 

N J 


A-Hebal preparations for dry cough : 

- sina dry (9,90) - balsam(7,45) 

- herba cough(9,75) - tussinor(6,75) 

Dose— ► < 1 year 2,5 cm tds 

> 1 year 5 cm tds 

B-chemical preparations for dry cough: 


-selgon(pipazethate) 

Dose l-2mg/kg/day 

Preparations drops— » 1 drop/kg/day 

supp— ► 1 Omg/ supp 
tab— >20mg/tab 
-paxeladine or oxeladine 

Dose 1 -2mg/kg/day 

Preparations syrupy 1 0mg/5ml 

capsule— >40mg/cap 


N.B 


►Although it suppress cough it do not interfere with 
Expectoration so allowed in asthma 


-silomat(clobutinol) 

Dose 1 -2mg/kg/day 

Preparations drops 

syrup 

tablet 


N.B 


>1 drop/kg/day 
5 cm/kg/day 
►40mg/tab 

Although it suppress cough it do not interfere with 
Expectoration so allowed in asthma 

-dextromethorphane 

Dose l-2mg/kg/day <lyear..2,5cm/tds ->lyear..5cm tds 

Preparations . . . .codilar, tussilar ,tussivan-n syrup 


C- suppositories for dry cough: 

selgon— ► the best 

rectoplexil— ►contain antihistamine 

eucaphol— ►some claim that it cause hyperpyrexia 

cough seed— ► infantil supp....cotain lOOmg paracetamol 
children supp.... cotain 250mg paracetamol 
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N.B 

-Cough suppressants are should not be used with productive cough 
— ► retention of secretions in chest 
-Except— »cough is severe distressing preventing baby from sleep 

used as asingle dose at night (mainly supp) 

/ \ 

3 -mucolytic expectorants 

\ / 

A-herbal preparations: 

-preparations e mild mucolytic expectorant effect: 

Fast(7) ,Thymy(5) , Thymotal(9.75) ,Formix(6) 

-preparations e moderate mucolytic expectorant effect: 

Sina wet ,Broncare ,Alveoline , Bronche ,Pentamix ,Babe tone 
-preparations e strong mucolytic expectorant effect: 

Broncho syrup(sA?l' l3jj a ^'^) 

Dose in all preparations < 1 year 2,5 ml / JaSs UU*a 

> 1 year 5 ml / ^ Ij-atj UUua 

B-Chemical mucolvtics 

-Bromhexine 

Dose ,5-1 mg/kg/ day 

Preparations. . . .Drops— ^Bisolvone drops 

Syrup— >-Bromhexine , Bisolvon 4mg/5ml 
Tablets Bromhexine , Bisolvon ,Solvin 8mg/tab 

-Ambroxol 

Dose 1 -2mg/kg/day 

Preparations.... Drops— ► Ambroxol ,Mucosolvan 1 drop/kg/day 
yrup— »Muco , Mucosolvan weight/2 per day 
T ablet— ^Ambroxol 

-Cabocisteine 

Dose 1 0-20mg/kg/day 

Preparations . . . Rhinathiol 1 OOmg/ 5ml 
Mucosol 125mg/5ml 
Mucolase , Ultasolvin 250mg/5ml 
C-Non herbal expectorants: 

Bronex drops 

Avipect , Koffex ,Expectyl , Pulmonal-n ,Actifed expectorant syrup 
Phenergan expectorant syrup 
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N.B 


1- try to avoid preparations contaning antihistamines or decongestants 
As it cause dryness of secretions e.g toplexil syrup 

2- the best mucolytic agent is water i.e ] fluid intake during illness 

3 - the therapeutic value of the drugs Is doubtful &there is no critical 

Choice BW different preparation 


4-Bronchodilators: 

r \ 

A-p adrenergic agonists 


Salbutamol 

oral— ►, 1 -,2mg/kg/day 

oral— >Salbo vent, S albutamol 


inhalation— >100-200 mcg/dose 

ventolin ' 


neubilizer— >, 1 -,3ml/kg/dose 

(2mg/5ml) 

inhalation— > Vental inhsler 
Ventolin evohaler 

(lOOmcg/puff) 

Terutaline 

oral— ►, 1 -,2mg/kg/day 

oral— >Aironyl ,Bricanyl 


inhalation— >2 OOmcg/ dose 

(1,5 mg/5ml) 

inhalation— >Bricanyl inhaler 
(200mcg/puff) 

Fenoterol 


Brotec syrup 


N.B B2 agoinsts should not be used continuosly for more than 2 weeks 
Other with adaptation of receptor occur & discotiuation of drug 
Should be done 

Although B2 receptors become fully developed at 12-18 months 
B2 agoinsts can be used before this age because receptors 
Are present but its sesitivety is low which improve gradually 
By time 

-some patients may not respond well to salbutamol &respond 
Trebutaline &vice versa 
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-B 2 agoists are present in combination with 

1 - Expectorants e.g ....ventolin expectorant 

Farcolin , Bronchovent , Octivent , Brozedex 

2- Mucolytic &Expectorants e.g...Osipect , Allvent 


B-other adrenergic agonists: 


-isoprenaline sulphate 

—►Effective in patient < 1 year 
— ►Alubent syrup 

—►Dose 1 cm/5 kg/day orally 

-adrenaline 

—►Dose...., 01 mg/kg/dose S.C 
— ►Prepations adrenaline amp(lmL) 1 mg/ml 


C-xanthines: 


Theophyline 

aminophyline 


oral— ► 1 5-20mg/kg/day 


iv^only 

-If other therapy has failed 
- In icu where serum level 
Can be monitored 

.. Loading dose....6mg/kg over 30 min 
(provided no theophyline in last 24 H) 
..maintenance....,5-l mg/kg/H 
(if theophyline is given in last 24H) 


oral— ► 

mucophyline 

( 1 OOmg/ 5ml+bromhexine) 

Dose= weigt /day 
6 

Farcosolvin <^)&trisolvi 
(50mg/5ml+ambroxol+ guaiphensin) 

Dose= weigt /day 
3 

Minopyline,Etaphyline 
Amriphyline — ► 1 00mg/5ml 
Epicophyline( 125mg/5ml) 

supp— ► 

Etaphyline, Amriphyline 
(lOOmg/supp) 
Minopyline,farcophyline 
(125mg/supp) 

parentral— ► 

Minopyline (125 , 300, 500) 

5ml 2ml 3 nil 
Etapyline (500/5ml) 
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Diseases of respiratory system 



\ 

A-common cold 

J 

symptoms: 

-Runny nose , sneezing 
-Mild fever ,mild cough 
-Irritability... in neonates&young 
infants 

-Sore throat. . ..in older children 

Signs: 

-Mild congested throat 
+Edematous uvula 


Treatment: 

— > neanates &voung infants: 

-normal saline nasal drops 
-herbal preparations 
+antipyretic s (p aracetamol) 
+antihistamines(fenistil) 

... .in severe cases 

provided free chest 

Example 
Lyse nasal drops 

4x>l,jJo^)Il L I 4 (JS 4 Wo i Y _ ) 

Flucease syrupL*jJ Y ^2.5 

Tempra syrup cjl&Lui A Y / jjjll + 

Fenistil drops LLui* 

— dnfans > 3months: 

- use pediatric nasal decogestants 
— > > 1 year: 

you can add systemic decongestant 

Example 

Afrin ped nasal drops 

® sAa! AcLuj \ Y i kjl A ^ A Ja&j 

+ Congestal syrup 
+ Dolphin 12,5 mg supp 

N.B 

See drugs of respiratory system 
(decongestsnts) 


[ 27 ] 



B -allergic rhinitis 
symptoms: 


-paroxismal attack of: 

watery nasal discharge 
prominent sneezing&ithing in nose 
-allergic manifestation else where 
in Body 
-no fever 
Signs: 

-pale nasal mucosa 
-hypertrophied turbinates 

IaJuj t ^ A^)J sAic. A] _j]| til] jSli ^all (j-o 

J dll^a t-V)^)JJ^ 

jV' ^ 


DD: 

Vasomotor rhinitis(wet type) 


Treatment: 

— ^prophylaxis: 

-Avoidance of PPT factors 
Ingestants (specific diet) 
Inhalants (dust) 

Ingectants (specific druge) 

-Mast cell stabilizers 
Nasotal nasal drops 

oAa! LlojJ djl^a V-t_aj| ^ A laflj 

+Antihistamines. . .cetrak syrup 

— ^curative: 

-systemic anti histamines 
-nasal corticosteroids in 
resistanyt cases 

Example 

Cetrak tab ^ ji 

Flixonase nasal spray(27.5) 
Beconaz nasal spray 

<c.Luj ) Y (_)£ t_ajl ia (J£ ^ Y 



Local CST should not be used < 
6 monthOld 

Systemic CST are of no role in 
allergic rhinitis 
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r 'I. 

C -sinusitis 

symptoms: 

-high fever especially acute sinusitis 
-mucopurrulant nasal discharge & 
Nasal obstruction 
-prolonged cough >2 weeks 

Provided mid night or early 

Morning cough 

free chest 

-pain over affected sinus 
-headache(in children > 4years) 
Signs 

-post nasal discharge 

L greenish or deep yellowish 

-thick puurrulant nasal discharge 
l_ on inferior turbinate 
-tenderness over affected sinuses 
L may be abscent 


Treatment: 

-Nasal decongestnts 
-Analgesic antipyretics 
-Antibiotics 

+Mucolytics (with viscid secretions) 

Example 

-Afrin ped nasal drops 

® oJUsi A£-Lui ) Y ( ijl A ^3 A tiQ ' 

-Brufen cl A Y / j jjll 

Or dolphin 12,5 mg supp 
-Bisolvone tab or ambrodoxy cap 

-choice of antibiotics 

Amoxycilline 

Amoxycilline clavulinic acid 
2 nd generation cephalosporines 
e.g Cefruxime 


N.B 


There are4 paires of paranasal sinuses 

1 - Ethmoid 

2- maxillary 

both are present at birth &continue 
To grow until puberty 

3 - frontal. . .do not develop before 

age of 7y 

4- sphenoid. . .not fully developed 

before Adolescent 

JLa Ui V <>» Jfll Jlj jl (jjaju 

If you examine for tederness 
over frontal 
Sinus — 
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f I 

D-otitis media 

J 

-a common cause of fever without a focus 
-very common in pediatrics because: 
Eustachian tube is shorter , narrower 
More straight 
So easly obstructed by: 

Common cold d t mucosal oedema 
Milk d t feeding in recumbant position 
Types: 

Acute suppurative O.M: 

1 - stage of E.T obstruction 
complaint— ►mild deafness 
examination— ►mild drum retraction 

(-ve pressure in middle ear) 

2- stage of catarrhal O.M 
complaint— ►mild fever, mild earache 

deafness 

examination— ►congested drum 

3 - stage of suppuration 

-before suppuration: 
symptoms— ► 

high fever, severe throbbing pain 
signs— ► 

bulging drum +severe congestion 
with pale center 
-after perforation: 
symptoms— ►mucopurrulant ear 
discharge [ pain 
signs— ►drum perfpration , 
discharge in E.T 

4- stage ofresolution: 

Otorrhea & deafness gradually j 
within 3-4 weeks 


Treatment: 

1 - First line ttt— ► 

In first 48H with mild fever &mild 
pain By : 

1 - decongestant nasal drops 

2- analgesic anti-inflammatory 
(paracetamol not anti-inflamatory) 

+systemic decongestants 
(with out antihistamine ?) 
Example — ► 

Afrin-ped nasal drops 

® aJusi A£-Lui ) \ < fljl A ^12 A t-»Q' 

Dolphin supp 
Or catafly syrup 
Or brufen syrup 

2 - 2 nd line ttt— ► 

if complaint is severe from start 
(high fever &severe pain) 

If You reevaluate after 48-72H 

With no improvement 
Byl -as above 

2-start antibiotic therapy 
Amoxycillin — ^Omg/kg/day 
Amoxycillin clavulinic acid 
— ►QOmg/kg/day 
Cefruxime — ►50mg/kg/day 
Cefpodoxime— ►10mg/kg/day orally 
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B -chronic suppurative O.M: 

Reevaluate after 48-72H 

if improving — ►contiue AB for 

( \ 

lOdaysS 

3-3 rd line of ttt— ► 

If not improving after 48-72H 
from 2 nd line by 

1- Ceftriaxone— ►50-75mg/kg/day 
single daily ingection for three days 

2- Diagnostic tympanocentesis— ► 

c&s test 

N.B 

Topical ear drops— ►usually comind 
AB+CST 

Neopred-p, Dextratrol 

C/P there is persistant discharge& 

Ciprocort ,dexaron plus ,FML Neo 

perforation for more than 1 

(Of no role if drum is intact) 

month 

types : 

1- tubotympanic 

Perforation. . .central 

Discharge. . .profuse, M P non fetid 

2- atticiantral 

Perforation. . .in pars flaccida 
Discharge. . .scanty, purulent, offensive 

C-secretory O.M(chronic non 

suppurative) 

TTT— ► 

D.T long standing obstruction of E.T 

A-Medical: 

—►adenoid 

1 -Ttt of PPT factors e.g adenoidectomy 

—►chronic tonsillitis 

2-Decongestant nasal drops 

—►allergic rhinitis 

3 -Anti-inflammatory e.g 

Symptoms 

Maxilase syrup 

hearing loss , recurrent earache 

4-Mucolytics 

Signs 

5-AB for 10 days 

retracred drum 

A-Surgical: 


Myringotomy &Grommets tube 
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E-croup 
A-acute infectious croup 



age— >1-3 years 

symptoms— >hoarsness of foice 
brassy cough 
mild fever 
signs— >-mild stridor i.e 

ab scent during rest 
e.g sleep&appear e crying 
-mild fever 
+congested throat 


treatment: 

1 -Inhalation of steam medicated e 
tinnture Benzoin 
2-TTT of nasopharyngitis.... 

+ Ant ihi sta min e 
+ Cough suppressant at night 
Example — > 

Vapozole solution 

\x j ^La JA (. ~ Q ■ ‘ A a 1 ■ Ai j 

dilcLui A (_JS Ax. La; j oAa! (jjoilLaijj 

A jLVi 

Brufen syrup 
+Cetrak syrup 


2-acute laryngio-tracheo-bronchitis 


symptoms— >as above 

+dyspnea+expecroration 
signs— ^moderate fever 
stridor biphasic 

g i.e inspiratory &expiratory 

grades of stridor: 

grade 1 — >stridor during exertion i.e crying 
grade 2— >stridor at rest 
grade 3— >stridor+ retraction 
grade 4— >strdor+cyanosis 


N.B 

Volatile oils can be used e.g 
Flonaze cap or pulmix cap 

jl (JjAla <1 jjou£]I jj 

I A_iic. ^lixi ^111 oAi-dl (JilaJI ^joijLLa 

Treatment 

-As above 

-Herbal mucolytic expectorant 

+Antibiotics(if patient looks toxic) 
+Cough suppressant at night 
Example — > 

-As above 
-Broncho syrup 

+Bacticlor susp or Ibidroxil susp 


N.B 


Loi£jJl (J jXal IaAAC. (j jfLj j 
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; 1 

3 -acute epilotitis 

^ J 

Age— mgually . 3 months 

symptoms -^sudden onset &rapidly 
progreesive course of : 
-high fever 
-severe malaise 
-severe stridor 
-drolling of saliva 

signs— ► 

pharyngeal examination is 

absolutely contraindicated 

—►cause reflex vagal stimulation 
&cardiac arrest 

IX— ^lateral soft tissue X ray on neck 
—►thumb sign 


r " \ 

4- Mid night croup 

-Its allergic or viral condition 

symptoms&sign— ► 

Child with nasopharyngitis develop 
an attack of croupy cogh&stridor 

—►Attack subside with few hours 
—►By the day the child is normal 
—►Attack my be repeated in next Few 
nights 


Treatment: 

A-Hopitalization 
B -Tracheostomy or endotracheal 
intubation In profound cases 

C- Medical ttt: 

1-02 

2 - adrenaline neubilizer 

NB Dose ...,lml/kg/dose of l:loooo 
solution +2 ml saline Every 2-4 

( CjluilaJI LuiY tilLc- Jjxll ^ii) 

3- corticosteroide 

hydrocortisone— ►solucortef vial 
1 cm/10kg/6h IV or IM 
dexamesthasone— ►decadron 

1 cm/10kg/8-12h IV or IM 


N.B 

(Inhaled CST are far more effective if 

available) 

4-antibiotic — on maximum 

dose 

Cefraxime— ►150-200mg/kg/day OR 
Ceftriaxone— ► 1 OOmg/kg/day 
+ Amoxycillin— ► 3 OOmg/kg/day 


5-antipyretics anti-inflammatory 
Treatment: 

—►During attack 

-Adrenaline neubilizer 
-corticisteroide... Solucortef vial 
Segmacorten vial 

—►Then 

-Vapozol solution 
-Antihistamines 
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5 -laryngeal F.B 

• J 

Previously normal child suddenly 

Develop cough , chocking , stridor 

( \ 

F-bronchitis 

-most common cause of acute cough in 
pediatrics 
-mostly viral 

Symptoms^ 

-History of common cold for 3 -4 days 
-Cough dry then productive 
+ Fever 

+ Vommitting (post tussive) 
signs— ► 

-Abscent respiratory distress 
-Harsh vesicular breathing coars 
+Coarse Creptition+sonorous rhonchi 


N.B 

Cough may persist for 2week 

\ 

G-wheezy bronchitis 

- J 

previously called asthmatic bronchitis 
symptoms & signs— > as above plus 
sibilant rhonchh^-'-^W j 


Treatment: 

ENT referal 


Treatment : 

1 -Herbal mucolytic expectorants 
2 -Bronchodilators 
+ Antipyretics 
+ Nasal drops 

Example: 

Fast or broncho syrup ' j 
Ventolin syrup 
+_Brufen syrup 

+ Iliadin meek ped nasal drops 


N.B 

-try to avoid use of declophenac 
Preparation as it my f cough 
( cause bronchospasm) 


TTT^ 

As above + 

| bronchodilators i.efdose (4 times/day) 

Or use 2 drugs 

JN.d 


Antibiotics do not affect course 

cough 

When to use antibiotics? 

-Fever is persistant 
-Patient looks toxic 
-Sputum is purelan 
What is the Choice of antibiotic? 

-Amox-clavulinic acid 
20-30mg/kg/dose 
-2 nd generation ceph— ^Cefaclor 
lOmg/kg/dose Every 8 hours 
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Acute bronchiolitis 

l J 


-actue viral infection that affect small 
Bronchioles causing there partiel 
Obstruction— ► respiratory distress 
-caused by — ^respiratory sencitial virus 
-age — >3months-2 years e peak around 
6 months 
Symptoms— > 

First.... common cold (nasopharyngitis) 
Fever, runny nose, for 2-3 days 
Then..rapid development of moderate to 
Severe dyspnea, cough, wheezing 
Feeding difficults 

Finally.... impro vent within few days 
signs — » 

-respiratory distress 

( tachypnea, working ala nasi, 
retraction, Grunting , cyanosis) 
-Auscultation: 

Diffuse sibilant rhonchi 
Harsh vesicular breathing e prolonged 
Expiration 

+Fine creptition at end of inspiration 

X ray 

Hyperinflation + are of segmental 
collapse 


Treatment: 4H 

1 - Hospitalization of severe cases 

2- Humidified o2 age — ^most 

important 

3 - Hy dration— >oral OR iv 
4-Hydrocortisone(drugs) — ► 
a-Bronchodilators. . .p2 agoinsts 
even under 1 year 

(inhalated 02 agoinsts are more 
effective) 

b-Hydrocortisone. . .can be used 
as asingle at night e.g: 
-Sigmacorten vial (400mg/vial) 
-Solucortef vial (lOOmg/vial) 
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Tonsillitis 


Age 

uncommon before lyear 

Peak incidence at 4-7years of age 

Etiology 

In children<2year. . . .mostly viral 

In children>5years. . .mostly bacterial 

C/P 


viral tonsillopharvngitis: 

Treatment: 

-History of.. ..rhinorrhea, conjunctivitis, cough 

-Soft diet 

Or hoarseness of voice 

-Excessive warm fluids 

-Fever. . ..is low grade(~38c)or high grade(~40c) 

-Analgesics antipyretics 

-In younger infants. . .irritability, refusal of feeding 

+Decongestant nasal drops 

-In older children. . .moderate sore throat, dysphagia 

Example 

-Throat examination... mild erythema of 

-Brufen syrup wt/2every6-8H 

tonsils&pillars 

OR Dolphin supp 

+Small ulcers on soft palate 

+iliadin merck N.D 

No pus follicles , no membrane 


Treatment: 

Streptococcal tonsillopharvngitis : 

-As above 

-F ever .... moderate fe ver(~3 8.5-39.5) 

-Antibiotics 

-Severe sore throat&dysphagia 

Choice of antibiotic 

-vomitting & abdominal pain(dt mesenteric adenitis) 

-amox &amox-clavulinic acid 

-Throat examination... 

-ampicillin sulbactam 

diffuse erythema of tonsils&pillars 

-first generation cephalosporin 

+pus follicles or membranous 

-pencillin(oral - procaine) 

exudates 

N.B 

-Anterior cervical lymphadenopathy . . . 

-no need for AB in viral 

anterior cervical L.N are 

tonsillitis 

enlarged&tender 

-no need for parentral AB in 

N.B 

Bacterial tonsillitis 

-3 rd gerneration cephalosporins 

-tonsillitis or pharyngitis is the most over- diagnosed 

Are Not effective in tonsillitis 

condition in pediatrics 

(week anti gram -i-ve) 

-tonsillitis or pharyngitis is rare uncommon below2 

-AB should be used for 7 days 

years 

even the child had improve 

-mouth gargles can be used 


in older childrens e.g 


Antiseptol M.W (usede'outdilution) 


Betadine M.W 
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Chronic tonsillitis: 

-Shape irregular(d.t fibrosis) 

-Size unequal(| orj) 

-Pharynx congested(especially anterior pillar) 

-Cervical lymph nodes. . . .persistant enlargement 

-On pressing ant pillar(by tongue depressor). . . oozing of pus from crypts 
-Halitosis 

Indication of tonsillectomy: 

-Repeated attacks of acute follicular tonsillitis 
(> 7 attack per year or >5attacks in 2 years) 

-One attack of peritonsillar abscess 
-Chronic tonsillitis 

-In association with of adenoidectomy 
-Previous documented history of rheumatic fever 
-Tonsillar tumors 
-Tonsillar forgein body 
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Bronchial asthma 

_> 

Definition . .. 

-chronic inflammatory disorder of the airway that cause recurrent episodes 
of wheezing, breathlessness, chest tightness and coughing particulary at 
night or early morning in susceptible individuals 
-these episodes are associated with: 

—►wide spread airway obstruction of variable degree 
— ►revesibility of this obstruction either spontaneously or as result of ttt 
—►increase in existing bronchial hyper-responsivness to a variety of stimuli 
Clinically . .. 
symptoms— ► 

1 - Wheezing high pitched whistling sound when breathing out is the cardinal sign 
Wheezing however may be abscent in severe cases d.t. the small tidal volum 

2- Cough which worsen by night & is unproductive early in the attack 

3- Difficulty of breathing 

4- Chest tightness 


-in severe cases the child may be unable to walk or talk and may assume a hunched over 
Sitting position(i.e bent or curved position)which make it easier to breath 
-symptoms occur /or worsen at night or early morning , walking the child from sleep 

- symptoms occur /or worsen in presence of triggers of asthma 

- eczema, allergic rhinitis or family history of asthma or atopic disease are often present 


Cough variant asthma 

Some cases of asthma present with recurrent cough 
particularly at night with no wheezing 
They respond to B-agoinsts and/or steroid 


Consider that in children 

-Wheezing does not always 
mean asthma 

-Asthma may be present without 
Wheezing(silent chest) 


signs— ► 

-Tachpnea .tachycardia 
-Hyperinflation of the chest 

-Signs of respiratory distress e.g nasal flaring, i nte rcosta Is&s u p raste rna I retraction 
Cyanosis in severe cases 
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Clinical grading of acute asthmatic attacks: 

t 


- GradeKmild acute asthma) — >wheezinq only 
Prolonged expiration&expiratory wheezing only 
No respiratory distress or diminished air entry 
- Grade2(moderate acute asthma) — wvheezing+tachypnea 
Prolonged expiration&expiratory wheezing 
Rapid respiration(tachypnea) & slight diminished air entry 
- Grade3(severe acute asthma) — wvheezing+retraction 
Prolonged expiration&expiratory wheezing 
Tachypnea, retractionfintercostals, suprasternal) & moderate diminished air entry 
- Grade4(profound acute asthma) — wvheezing+cyanosis 
Rapid respiration, marked retraction and cyanosis 
Markedly diminished air entry 
Silent chest(minimal or absent wheezing) 





Management: 

A-Treatment of acute attack of asthma: 


Assess s 

(see clinical 

\ 

everity 

jlins of asthmal 

\ 

K 


Intial treatment 

Inhaled short B2 agoinst(Farcolin)up to 3 times withl 5 min apart ,3cm/1 Okg 
+ Anticholinergic(Atrovent) 1 cm/1 Okg once 


\7 


Good respond 
=mild episode 


Incomplete response 
=moderate episode 


Poor response 
=severe episode 
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B-Then 

1-Mild to moderate attack: 

Use one or two bronchodilator at home— ► 

1- B 2 agoinst:(the bestttt) 

-Salbutamol 

Inhalation — >100-200 mcg/dose(vental inhaler , ventolin evohalerl 00mcg/puff)V 
Oral — ^,1 -,2mg/kg/day(salbovent,salbutamol, ventolin 2mg/5ml) 

-Terutaline 

Oral — 1 -,2mg/kg/day(aironyl .bricanyl 1 ,5 mg/5ml) 

Inhalation — ^200mcg/dose(bricanyl inhaler 200mcg/puff) 

2- Theophyline: x 

Mucophyline (I00mg/5mi+bromhexine) Dose=weigt /6 /dose 

Farcosolvin & Trisolvin (50mg/5ml+ambroxol + guaiphensin) Dose=weigt /3 /dose 

2-Severe attack (hospital management) 

Neubilizer + 4H 

A-Neubilizer: 

In emergency departement 

Farcolin ... ,3ml/10kg+2ml saline can be repeated for 3 times with 15 min apart 

Atrovent(250mg/2ml) 1ml/10kg+2ml saline for one time 

Combivent(Farcolin+Atrovent) Iml/IOkg/dose can be used from start 

In hospital — >farcolin is given every 2-3 h then every 4-6-8 h as patient improve 
B-4 H: 

-Hospitalization( better in icu) 

-Hypoxia ttt oxygen by face mask or nasal prongs(better heliox=70%helium+02 30%) 
-Hydration IV fluid to prevent dehydration(excessive H20 vapor loss dt tachypnea) 
-Hydrocortisone every 6 hours for 2-3 days only 
Dexamethasone ,4mg/kg/dose (1 ml/1 0kg iv) 

Solucortef 5-10mg/kg/dose (1 ml/1 0kg iv) 

Solumedrol 1 mg/kg/dose 

-AB....for fear of nosocomial infection (antigram +ve &antigram -ve) 
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N.B 

IV Aminophyline Minopyline(1 25/5ml , 300/2ml, 500/3ml)& Etaphyline(500/5ml) — > only : 


-If other therapy has failed 
- In ICU where serum level Can be monitored 

Loading dose....6mg/kg over 30 min (provided no theophyline in last 24 H) 
maintenance. . ..,5-1 mg/kg/H 

N.B 

Wnat is The best manner of home management ? 

1 - Inhaled B2 agoinsts (should be used with spacer) 

e.g Ventolin evohaler aaUJI) 

4*jjl 6.1 a] dllc-Lui 1 (J£ t - <1 A. j 

4jUjl 6.1 a] dllc-Lul A t - '' A. J £Jjl 
^L)l 4jUjl 6.1 a] dllc-Lul ) Y (J£ <■ - '' J £Jjl 

2- lnhaled corticosteroids: (should be used with spacer) 

e.g Beclosone inhaler ( Jjjli 4^M) 


N.B 


dilx.1 joi A (_ Y 


-Combined B2 agoinsts+corticosteroids inhaler not to be used before 12 years old 
e.g Clenil inhaler 

-Why therapy is preferred &has many advantages over oral 

Medications? 

1 - Onset of action far more rapid (in 2-3 min) compared 20-30 min in oral 

2- Peak bronchodilator effect is greater 

3- Dose much smaller ( < 10% of oral equivalent) — ► so less side effects 

4- Far more effective in blocking exercise-induced bronchospasm 
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C-Long term control stepwise drug therapy: 



Long term control 

Step 1 

Intermittent asthma 

No daily long-term medications 

Short acting /? 2 agoists PRN 

Step 2 

Mild persistant asthma 

Low dose inhaled corticosteroids OR 

Other alternatives: 

-oral leukotriene modifiers V 
-oral sustained release theophyline X 

Step 3 

Moderate persistant asthma 

medium dose Inhaled steroids OR 

Other alternatives: 

low dose inhaled steroids+either -Inhaled long acting B2 agoinsts 

-oral leukotriene modifiers 
-oral sustained release theophyline 

Step 4 

Severe persistant asthma 

high dose Inhaled steroids 

Plus one of the following: 

-Inhaled long acting B2 agoinsts -oral prednisolone 

- oral leukotriene modifiers -oral sustained release theophyline 


-the above mentioned steps therapy should regularly reviewed every 1-6 months for stepping up or stepping down according to Response 
■“rescue course” of oral prednisolone can be given at any itme or any step 2mg/kg/day in 2divided doses for 3days(maximum 40mg/day ) 


Estimated Comparative Inhaled Corticosteroid 


•rug 

Low Daily Dose 

Medium Daily Dose 

High Daily Dose 

Child 
0-4 y 

Child 5- 

ii y 

Adult 

Child 0- 
4y 

Child 5- 

ii y 

Adult 

Child 
0-4 y 

Child 
5-11 y 

Adult 

leclomethasone HFA, 40 or 80 mcg/puff 

NA 

80-160 

meg 

80-240 meg 

NA 

> 160-320 
meg 

> 240-480 meg 

NA 

>320 

meg 

> 480mcg 

ludesonide DPI 90, 180, or 200 
lcg/inhalation 

NA 

180-400 

meg 

180-600 

meg 

NA 

> 400-800 
meg 

> 600-1200 
meg 

NA 

>800 

meg 

> 1200mcg 

iudesonide inhaled suspension for 
ebulization, 0.25-, 0.5-, and 1.0-mg dose 

0.25- 
0.5 mg 

0.5 mg 

NA 

> 0.5-1. 0 
mg 

1.0 mg 

NA 

>1.0 

mg 

2.0 mg 

NA 

lunisolide, 250 mcg/puff 

NA 

500-750 

meg 

500-1000 

meg 

NA 

1000- 
1250 meg 

> 1000-2000 
meg 

NA 

>1250 

meg 

> 2000mcg 

lunisolide HFA, 80 mcg/puff 

NA 

160 meg 

320 meg 

NA 

320 meg 

> 320— 640mcg 

NA 

640mcg 

> 640mcg 

luticasone HFA/MDI, 44, 110, or 220 
lcg/puff 

176 

meg 

88-176 

meg 

88-264 meg 

>176- 
352 meg 

> 176-352 
meg 

> 264-440 meg 

>352 

meg 

>352 

meg 

> 440mcg 

luticasone DPI, 50, 100, or 250 
lcg/inhalation 

NA 

100-200 

meg 

100-300 

meg 

NA 

>200-400 

meg 

>300-500mcg 

NA 

>400 

meg 

> 500mcg 

lometasone DPI, 220 mcg/inhalation 

NA 

NA 

220 meg 

NA 

NA 

440 meg 

NA 

NA 

> 440mcg 

namcinolone acetonide, 75 mcg/puff 

NA 

300-600 

meg 

300-750 

meg 

NA 

> 600-900 
meg 

> 750-1500 
meg 

NA 

>900 

meg 

> 1500mcg 

DPI, dry powder inhaler; HFA, 
(either not approved or no data i 

lydrofluoroalkane; MDI, metered-dose inhaler; NA, not available 
available or safety and efficacy not established for this age group). 
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When to give long-term control medications? 

The“three strikes rules”are used to identify asthmatic children who are in need for controller 
medications 

The asthmatic child is in need of controller medications if has any of the following criteria: 

1- lf he has asthma symptoms more than 3 times per week 

2- lf he has night symptoms more than 3 times per month 

3- lf he need to use more than 3 container of relief inhaler per year 

N.B 

Asthma my be: 

1 - intermittent the is no symptoms between the acute attack&chest is completely free 

It can be classified into: 

-infrequent intermittent(recur every several weeks or months) 
-frequent intermittent(recur every few weeks ) 

2- seasonal symptoms develop in certain seasons (inhaled cst can be used during this 

season) 

3- persistant asthma there is persistant symptoms between attacks 

It can be classified (according to severity of symptoms) into: 


Degree of severity 

Symptoms of asthma 

Night-time symptoms 

Mild persistant 

>3 times per week 

> 3 times per month 

Moderate persistant 

daily 

>1 time per week 

Severe persistant 

continuous 

More frequent 


N.B 


Oral Mast cell stabilizers (ketotifen) 

Dose ,05mg/kg/day in 2 divided doses (5ml OR 1 Tab /20kg/day) 

Preparations Zaditen -Ketoti-Zylofen Syrup 1mg/5ml 

Zaditen -Ketoti-Zylofen Tab Img/Tab 

Side effects drowsiness .increase appetite 

/ \ 

No longer recommended in asthma TTT 

Can be tried in preschool children with mild persistant asthma 

v J 


Inhaled corticosteroids: 

Beclomethasone 

Dose lOOmcg/dose TDS (2puffs every8-12h) 

Preparations Beclosone Becotide inhaler 50mcg/puff 

Budesenides 

Dose 1 00-200mcg/dose twice daily 

Preparations Pulmicort turbuhaler 100&200 mcg/puff 

Fluticasone 

Dose 50- lOOmcg/dose twice daily 

Preparations Flixotide inhaler 50&125 meg puff 

Flixotide diskus 50&100&250 meg puff 

All inhalation medication are used with spacer or airholding 
chamber 

J 

\ A 

There are two sizes of spacers in market: 

-The blue for children 

-The orange for adult 

J 


Leukotreine modifiers 

Montelukast 

Dose 4-10 mg oral once daily every evening 

Preparations Sachet Singulair sachets 4mg 

Tab 4mg Kokast , Singulair , Clear air (young chilren) 

Tab 5mg Montekal , Singulair ,Asmalair (older children) 

Tab lOmg Montekal ,kast Jndulair , Clear air ,Asmalair (adult) 



Leukotreine modifiers can be used in non persistant as they decrease frequency of 
Use of B2 agoinsts inhalers 
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GIT DRUGS 



^ 



antiemetics 


1 -Domperidone 

1 mg/kg/dose 

Motinorm 

Farcotilium 


N.B 

Motilium 


1- Domperidone unlike metoclopromide 

syrup— >5mg/5ml 


Do not cross blood brain barrier but 

supp— > 


You should calculate accurately as 

infant lOmg/supp 


B B B is not well developed in pedia 

children 30mg/supp 


2-in case of vomiting associated e diarrhea 

adult 60mg/supp 


You can use motinorm supp after 
diarrheal Motion 

eJiajjj dilc-Luj A 4 _uj jd 

Jl$jJ Ax j (Jjadl (_£Ali (Iaa j 

3 -in GERD Domperidone is given in adose 
Of lmg/kg/day 15 min before feeding 

tablet— > 1 Omg/tab 

2-Cortigen B6 

Suprarenal gland extract + pyredoxine 

Cortigen B6 

(cortisone 50 or 100 mg) (vit B6) 

Pediatric ...50mg 


N.B — 

Cortigen contain cortisone so should be 
Avoided in patients receiving live 
attenuated vaccines 

Adult.... lOOmg 

3 -ondansetron 

8-15 kg— >2 mg/dose 

Ampoules 


15-30 Kg— 4 mg/dose 

Zofran— 4mg(27,5) 


>30 kg— >-8 mg/dose By IM or IV injection 

8mg(54,2) 
Danofran— 4mg( 1 6) 
8mg(30) 
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4-Metocloprpmide 


5-Trimebutine 


,5 mg/kg/day 

-Ampoules .... 1 ml/ 1 0 kg/day 

-Drops 1 drop/kg/dose 

-Infantil supp...l supp/lOkg/day 

N.B 

This drug should not be used in pediatrics 
Can cause serious extrapyramidal 
mainfestations 

C/P 

—►convulsion 
—►oculogyric movements 
—►locked aw 
—►torticollis 

Ttt 

Akineton 

Dose. ... 1 mg slowly iv over 20 min 
Can be repeated e in 20 min 
Or 

1/2 tab dissolved in acup of 

Water and give Vi cup 
Preparation ...amp— ►Smg/ 1ml 
tab— ► 2mg/ tab 

5-10 mg /kg /day i.e 1 cm /kg /day 
In three divided doses before feeding 

N.B 

Used mainly in GERD 


Primpran 

Plasil 

Amp— U0 mg/ 2 nil 
Drops— ►, 1 5-,2mg/drop 

Supp— ► 

infantile...lOmg 
adult 20mg 


Gast-reg susp 
G-regular 
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Spasmolytic & antiflutlents 


l-For neonates 


DOSe. . . ^ fcl k (_Jj 3 s^uu^a AiaXa 


Dose. . ..2 drops /kg/dose 4-5 times 
Before feeding 

N.B 

Overuse of these drugs can cause 

Conistipation OR paralytic ileus 


Pedi-water syrup 
Aquacure syrup 
Grip water syrup 
Dentinox colic syrup 

Simethicone drops 
Dysflatyl drops 
Baby rest drops 

Spasmotal , babytal drops 


2-infant 

&children 

A -Visceralgine 


,5-1 mg/kg/day 

Syrup form is what we use in pedia 
< lyear. . ..2,5 ml /tds berore feeding 
>lyear 5 ml /tds berore feeding 

N.B 

Tab can be used at 9-10 years old 


Visceralgine 

syrup 10 mg/ 5 ml 
Supp 20mg/supp 
Tab 50 mg /tab 
Timogen &spasmofree symp 


B -Bus copan 


C-Bellacid 


,5-1 mg/kg/day 

Syrup As visceralgine 

Amp 1 cm/40kg /day 

Tab... 

5-8 years.... 1/2 tab tds before meal 
> 8 years 1 tab tds before meal 


Farcorelaxin 
syrup 5mg/ 5ml 
Buscopan. . . 
syrup 5 mg/5 ml 
Tab lOmg/tab 
Amp 20mg /1ml 

Bellacid tab 


D-Spasmin supp 


< 2 years. 
> 2 years 


1/2 supp PRN 
. 1 supp PRN 


Spasmin supp 
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Conclusion <> 


syrup— ►farcorelaxin ....2.5 ml if < 1 year or 5 ml if > 1 year 
supp— > spasmin 1/2 supp if < 2 years or 1 supp if > 2 years 


Antihelminthic drugs 


Mebendazole 


Albendazole 


Oxyuris— >(100 mg) i.e one tab or 5 ml 
once weekly for 3 weeks 
before breakfast 

Ascaris— > (100 mg) i.e one tab or 5 ml 
& twice daily for 3 days 

Anylostoma 

N.R 

Mebendazole 

—►safe from first day of life 
—►safe in pregnancy&lactation 

400mg /day 1*6 

i_s' l>* l ^ 
(di\ c-^ai y =a * ‘ 11 ^ * ji 

Ac. ^)^.—A A ■>-' -v jjl 

Oxyuris — ► 400mg/day single dose /week 

repeated for 3 weeks 
Ascaris & Ankylostoma 

— >400mg/single daily dose 
for 3 succesive days 
Strongloids — >400mg/day 

before breakfast for 7 days 
Tenia saginata & Tenia solium 
— >400mg/day before 
breakfast for 7 days(but poor result) 

N.R 

Albendazole 

—►•not safe before 2 years old 
—►not safe in pregnancy&lactation 


- Antiver 

- Anthelmin 
-Vermin 

susp— > 1 OOmg/ 5ml 
(30ml) 

tab— >1 OOmg /tab 
(6 tab) 

-Verm ltab 500mg 


Bendax 

—►susp.. 100mg/5ml 
(30 &60 ml) 

— ►tab..l00mg/tab 
(6 tab) 

Alzental 

—►susp.. 100mg/5ml 
(20ml) 

—►tab . . .200mg/tab 
(6 tab) 

Vermizole 
— ►susp..200mg/5ml 
(30 ml) 

—►tab . . .200mg/tab 
(6 tab) 


[ 49 ] 


Nilosamide 

- <11 kg body weight — mot used 
- 11-34 kg body weight 

— »lgm(2 tab) first day 
—►Then ,5 gm(l tab)for 6 days 

4x-LuiJ ^ tioll 

->34 kg body weight 

— >2gm(4 tab) first day 
—►Then lgm(2 tab)for 6 days 

Yomesan tab 

500mg/tab 

Niclosane tab 
500mg/tab 


-used in ttt of 

Taenia saginata, taenia soliu& H.nana 

Praziquantil 

Bilharziasis— »40mg/kg single dose 

better in middle of fatty meal 
can be repeated after 1 week 
Strongloids &H.nana— >-25mg/kg single dose 

Epiquantil 
susp600mg/5ml 
Distocide & Biltricide 
tab 600mg/tab 



Conclusion <> 


l-oxyuris- 



C/P....Ithing around anus especially at night 


Drooling of saliva Jjjjj 2 jll 

2j]l OJJ» (jl-lp 1 hsJji lilljii 

May not appear in stool analysis(need perianal swab at night) 

Ttt Anthelmin , Antiver , Vermin — >5 ml or ltab /week for 3 weeks 

Or Alzental — >2 tab or one bottle / week for 3 weeks 
Bendax — > 2 tab or 20ml / week for three weeks 
Vermizol — >2 tab or 10ml /week for three weeks 

+ 1 -family treatment—^ ijl' ls* ^ s <-£ 

2-improve personal hygein of patient i.e 

jaUiVI 0 ua3- 
j Jsj (_£AjVI Ju,C- 

^g. 1c.- 

+ topically— >■ white PPT ointment or any preparation contaning zn oxide 

2- ascaris &ankviostoma— > 

Ttt... Anthelmin , Antiver , Vermin — >5ml or 1 tab / twice daily for 3 days 
Or Alzental — >2 tab or one bottle / day for 3 days 
Bendax — >2 tab or 20ml / day for 3 day 
Vermizol— >2 tab or 10ml /day for 3 day 

3- strongloids— > 

Ttt praziquantil— »25mg /kg single dose as above 

Albendazole— >400mg / day for 7 day 
Ivermectin— ► 1 50- 200 meg / single dose 

4- t.saginata &t.solium— > 

Ttt Niclosamide— ^see antihelminthic drugs 

praziquantil— >5-10 mg /kg single dose 
Albendazole— AOOmg / day for 7 day 

5- H nana — > Niclosamide — >As above or Praziquantil ....25 mg /kg single dose 
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N.B 


f \ 

Antiprotozoal drugs 


Amoebiasis can occur in any age even < lyear 

Diagnosis by stool analysis 

Amoebiasis vegetative form or cystic form 


Anti amoebiasis 

paromomycin 


25-35 mg/kg/day in 3 divided doses 
For 5-7 days 

N.B 

- Safe from first day of life 

- Active against cystic&vegetative form 

- No metallic taste 

- Safe in pregnancy &lactation 


Gabbroral 
Susp 125mg/5ml 
Tab 250mg/tab 


Diloxanide 


10 mg/kg/day in 3 divided doses 
For 7-10 days 
In susp form 
2-5 yrars old— >5ml / tds 
5-7 years old— >7.5 ml / tds 
> 7 years old— >10 ml / tds 

N.B 

-not safe before 2 years 
- drug of choice against cystic form 


Present in combination 
with 

Metronidazole: 

-Furazole 

-Dilozole 

-Dimetrole 

.Susp=100mg diloxanide 
+200mg Metronidazole 
.Tab=250mg diloxanide 
+200mg Metronidazole 


Tinidazole 

Scinidazole 


30-50 mg/kg/day single daily dose 
For 3 days 

N.B 

-not safe before 3 days 
-very bad taste so ^ 


Protozol tab 

tab 500mg/tab 

Fladazol 

Sachet &tab 500mg 


-common side effect. . . 
nausea, headache 
Vommitting & anorexia 


Metronidazole 


35-50mg/kg/day in 3 divided doses 
Fore 7-10 days 
N.B 

1 -safe from first day of life 

2- active maily against vegetative form 

3 - main side effect — >metalic taste 


Flagyl, Dumozol 
Entophar,Amrizol 
— >susp. . 1 25mg/5ml 
tab. ..250 ,500 mg/tab 

Flagellat forte 
susp 200mg 
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Other drugs 

-Furazolidone 

-Chloroquine 

-iodoauinolone 

N.B 

These drugs are contraindicated in 

G6PD| 


Nitazoxanide 

1-4 years old— >5ml/12h for 3 days 

Nitazode susp 


4-8 years old— > 10ml/ 12h for 3 days 

Active against Giardia,Rota virus 

N.B 

Can be used in patients <2 years with 

H.nana 

100mg/5ml 



A-In cystic form— »< 2 years Paromomycin 

or Metronidazole for one week then no ttt for one week then 
Metronidazole for another week 

— ► > 2 year . . .diloxanide metronidazole combination for 10 day 
B-In vegetative form— > metronidazole whatever age for 7 days 

Giardiasis 

-can also occur in any age 

-symptoms may be more severe than amoebiasis 

-suspect when there is fat globules in stool(fat malabsorption) 

TttlThe same as amoebiasis But for 5-7 day 
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Diseases of git 


n 


A -Teething and its problems 


Eruption of teeth may cause inflammatory changes&swelling of gum 

Symptoms— ^ irritability Joss of appetite , excessive salivation , finger suckling 

ojA Jjjj; ( JuxAajjoA 1 iajjuj Ajl\ 

Signs— > oedema+erythema of gum 
eruption cyst may beseen 

erupting tooth(lower central incisors) may be seen 

N.B 

Many conditions are ascribed to teething such as diarrhea , rash, chesy troubles 
But any real correlation is doubtful 

TTT— > 

A -Local anaethetics(teething gel) e.g 
Oracure oral gel 
Dentocaine oral gel 

N.B 

-Dentocalm oral gel contain clove oil ( l&jS cd j) cause burning sensation Mouth 
-Over use of these topical anaethetic drugs my cause numbness &anaethesia 
Of entire pharynx— ^inhibition of gag reflex— ^serious aspiration occurs 
B-Systemic analgesics e.g 

Paracetamol— > Tempra ,Cetal 
Ibuprofen— > Brufen 

C-Teething toys — >for distraction purpose only 

-ll ^1] 4_i jjjj ^ l g ladi j dll ila. A x jafl -a o jl 1 '*’* lidi ^ JjSS 


4^ lP 


^9 , ^9 \ 


i.e -^cause numbness in gum 

D-Massaging gum ??? 

Delayed teething 

(jiuLl Vlui b ^1^11 

Examine for other signs of rickets 

TTT— ^-prophylactic dose of vit D3 400 iu/day e.g Vidrops 4-10 drops /day 
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f \ 

B - Gingivostomatitis 

\ J 


Infectious: 

Non infectious 

A- viral: 

A-Eruptive stomatitis— >see above 

1 -herpetic stomatitis 

B-Aphthus ulcer 

Aetiology — >HSV-thpe 1 

-well circumscribed ulcer e white base 

clinically— » 

&congested margin 

-abrupt onset of fever, oral pain, malaise 

-In any area of oral cavity especially floorOf 

-Salivation, Refusal of feeding 

mouth, ventral surface of tongue 

-oral lesions appear 1 -2day later 

But never over hard palate 

vesicles— >rupture—mlcer 

N.B — 

-2- 10mm in size 

In recurrent aphthus ulcer search for: 

-covered e grayish membrane 

-vit deficiency 

-on tongue , checks but can 

-GERD 

affect all Oral mucosa 

-psychological trouble e.g 

-submaxillary lymphadenopathy is common 

^1 a j\ ■ ds, 11 ^ l«xi 2^11 

-dehydration is the main complication 


DP— > 

TTT^ 

-herpangia...high fever, sore throat 

1 -Topical applications: 

+vomiting, headache, abd. pain 

- Solcoseryl oral paste 

Oral lesions— >discret ulcer 

^ jA\ ^ dlj^J t-V 

Surrounded by red margin 

Or Mundisal oral gel 

On pillar, tonsils, pharynx 

Ll«jj dl^j^a 1-© lM- 2 

But not on cheecks or gum 

Or Jogel oral gel 

-chichen pox. . .skin rash are characteristic 

Or Kenalog in orabase 

-measles. . .kopliks spots 

(cotain triamcinolon 38 A ^) 

TTT— ► 

N.B-- ' 


(JjIaJI (_Jj3 A x j 21 dajj Lgjl 4_ij 


N.B — 2 

jjj£ dll ^ d.l_i 

Salivex paint 

1 -systemic analgesic antipyretics— > 

-used in older childrens 

Paracetamol , brufen , declophenac 

2-local anaethetics— > 

-cause severe pain on application 

BBC sprav (the best drug) 

2-Systemic analgesics: 

Oracure oral gel 

-Paracetamol 

Dentocaine oral gel 

-Ibuprofen 

Xylocaine viscus 

-Declophenac 
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3 -in.... severe cases 


Immunocompromised 


Neonates 

C-Traumatic ulcer— ►history of trauma 

Systemic antiviral are used 


Acyclovir 

D-Local reaction— ►chelitis due to 

dose— ► 1 Omg/kg/dose 

sensitivity 

5 times /day for 5-10 days 

to contact substances in toys, food, pacifier 

preparation— ►zovirax susp 400mg/5ml 


(100ml 47^^?-) 

E-Drugs— ►phenytoin 

— ► No virus susp 200mg/5ml 

corrosives 

(125ml 33^) 


4-IV fluid e prolonged refusal of feeding 

F-Micronutrient deficiency 

B-Fungal 


Aetiology— ^Candida albican 


clinically— ►numerous small white flaks 


covering oropharyngeal mucosa 


& tongue 


—►if removed b tongue depressor 


Leave red haemorrhagic surface 


+salivation, pain, refusal of feeding 


DP— ► 


1-milk cruds on tongue: 


can be removed easily leaving normal 


surface under it 


2-geographical tongue: 


Of no clinical signifigance 


TTT— ► 


drops (better than gel) 


Mycostatin .Fungiststin 


Vi - 1 dropper under tongue drop by drop 


Every 6 hours for 7 days 


Gel... 


Miconaz , Daktarin, 


Micoban(cotain local anaesthetic too) 


^1j! V djL&Luj ""l (3^ j 
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r a 

C-Gastroesophogeal reflux disease 

J 

Two questions 


1-It is Regurgitation or Vomiting ? 


In regurgitation— ► 

In vommitting— ► 

Not accompanied e nausea 

Associated e nausea 

No forceful contraction of 

There is forcible contraction of 

abd muscles 

abd muscles 


2-If Regurgitation it is Physiological or Pathological? 


Physiologica 

Pathological 

-Called posseting 
-Weight is not affected 
-Volume is small in amount 1-2 
mouthfuls 

-Occur short time after feeding 
- Need no ttt 

-Called GERD 
-Weight is affected 

-Volume is large enough to soak clothes 
or sheet 

-Occur immediately or several hours after feeds 

-Need ttt 


C/p of GERD: 

1 - Regurgitation 

2- Failure to thrive (poor wt gain) 

3 - Aspiration of refluxed fluid — ►nocturnal cough 

Recurrent aspiration pneumonia 

4- Esophogitis— ►irritability &crying in young infants or heart burn&dysphagia 

in olders 
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IX^ 

1 -Gatrographin swallow 

2- US toexclude CHIPS 

3- Esophagial ph monitoring! ! ! 

TTT— ► 


1 -Non pharmacological=instmctions 

-Small feeds — > at more frequent intervals 
-Eructationend of feeding— ► at middle & of feeding 
-Positining— » 7 . j <jd jll <=> j£\ 

-Thickening formula— >4*^ j cK £* ^ ^ ciLjaj Lij jl V_Y 

jl S /\/\ 4 AuU JjS ^ 


-Special formula— mutrilon AR 

Babelac AR 

L =antiregurge 

2- Pharmacologlical ttt 

-Protokinitic drugs — >Gast-reg susp 1 cm/kg/day in 3 doses 15 min before 
feeding 

-H2 blockers— > rantidine 5mg/kg/day (aciloc 75 mg/tab) 

-Proton pump inhibitors— ► omeprazole ,5-1 mg/kg/day single daily dose 
-Antacid— ► infant 5ml tds 

Children 10ml tds 

3 - surgical ttt 

-Persistant reguegitation (inspite of ttt) with ^failure to thrive 

Chronic pulmonary comx 
Apenic spells 
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A 


D-GASTROENTRITIS 

> J 


=Diarrhea + Vomiting + Fever 


Causative 

Viral 

Bacterial 

Protozoal 

organism 

Rota virus 

1 st day— ► fever, vomiting, 
tintestinalSounds 

2 nd day ^severe watery 

diarrhea+congested throat 
3 rd day^diarrhea l 

4 th day— >svere watery diarrhea 

E.coli 

-Non pathogenic 
-Pathonenic— > 
-Enteroinvasive 
-Enterotoxigenic 
-Enteroadhesive 

Entamoeba 
hitolytica 
Giardia lambilia 


again 

Other viruses 

Enterovirus, echovirus, 
Coxackievirus 

Other bacteria 

Salmonella, shigela, 
Campylobacter 


Stool 

Criteria 

-Watery (may be confused as 
urine) 

-High frequency 
-No blood 

-no mucous 

-no tenasmus 
-usually no abd pain 

Watery 

High frequency(but less 
than viral) 

Little mucous 

More blood 

Tensmus 

Abd pain on &off 

Semisolid 

Less frequent 

More mucous 
Little blood 
Severe tensmus 
Severe abd 

Fever 

Low grade(38’c)or high 
grade(40’c) 

Moderate grade 
fever(38.5-40’c) 

cramp 

No fever 

Stool 

analysis 

Free i.e no pus cells no mucous 

Pus cells+bood+mucous 

Entamoeba 

Or giardia 
-hmucos&blood 
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Treatment= 

A-General TTT- 

-O.R.S oral rehydration solution 

+ Antiemtics 
+Antipyretics 
+Antispasmoidics 

B-Specific TTT - 



Viral 

Bacterial 

Protozoal 

Only general ttt 

No need for 
antibiotic therapy 

Antibiotics are indicated only in: 

-patient in shock 
-severe toxaemia 

-parentral diarrhea(d.t infection outside 
git) 

-causitive organism(stool culture)is 

S almonella, shigella, campy lobacter 
Choice of antibiotics: 

-Smx-TMP— ► 1 cm/kg/day in 2 doses 
-ceftriaxone— >5 0-75mg/kg/day single 
daily 

-cefotaxime— >• 100-1 50mg/kg/day in 2 dose 
-Ximacef— >-8mg/kg/day every 12 h 
-Vancomycin— dast drug to be used 

See git drugs . . . 
Antiprotozoal 
drug 
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O.R.S 

-Awell balaced mixture of electrolyties &glucose(added to ensure maximal absorption of water&Na) 
-Used in ttt of all types of dehydration, potassium depletion, base deficit caused by diarrhea 

Preparations — > 

Hydrosafe (J^ jdl f J da) ( * J ddl dip, qa 

Rehydrozinc jj djll lA** o^j dA ‘-Ap- <>> 

Lowhydran low Na content(designed to ttt secretory diarrhea of 

v. cholera) 

N.B ready made O.R.S— >babysol bottle ApU. j 

Dose — >10-20 ml/kg/day(Maximum 1 sachet /kg /day) 

< 10 kg weight 60-100 ml/ motion 

>10 kg weight 100-140ml /motion 



jy jl (_)' £ ‘ (_A ‘ ^ Aixla Y * w j Adc- dA - juui Y » » ^^3 ^ 

j Adila (jjjajSJ dtJj AdtLa (_£.d) lg laij £ipjj jl (Jlpuil o^ya <J£ dtj c_J j£ < jl 

^aVI Adj< — Ajtp^) jl J jjk dl a d_j]l ljl-Y 

Ai*Xa O jx j Apjd f- lalJ (J^I^dl - 

Aj^jd A^aada ^pLa-iJ A£.Luj odd j ^3 J^I^dl ^daji -jl 
Aplp^Jt Lald*j L_il j' dul^puJ Aplp^} ^Ic. dl dA A,a — jl 

g ‘StA J_A 

Home made O.R.S — > 

<J L <1x^*1 ^)j^aC-+^p Ai*_La (^JjuoC- ^jJjixLa+^La L_J 

^ ixj ^ 

Diarrhea&diet ^ 

l-antidiarrheal diet 

did ^^ui)^j^ad ‘ Adc. J) J 1 * a * -H -1 did (_£Ld-A3l^p a - ' jp^aC. -Ldj a- La- jjl $.La 

CiA? "‘SAp 1 

jQ , ^.r. ^jLd- j4>-ao jj-Aii ^jluia Aj JjS* A 
Ai I (_£ jlia£- _j pa- ^ Id 

2 -diet that | diarrhea 

(j ja A d lal 1 ^ 

Aj jldll eLdl-(Jldpdl pp<ac. 

Sugary food&drinks— >cause osmotic diarrhea 
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Dehydration 

S J 

Types of dehydration: 

-Isotonic— ►normal serum Na (135-153 Mequ/1) 
-Hypotonic— ►serum sodium <135 mequ/1 
-Hypertonic— ►serum sodium >153 mequ/1 

Degree of dehydration: 

TABLE 33-5. Assessment of Degree of Dehydration 



Mild 

Moderate 

Severe 

lnfart 

Adolcscenr 

Infants and voung 
children 

Older children 

Sign* and Symptom* 

5$ 

3 % 

Thirsty; alert; 
restless 
lfcirsty; ah rt; 
restless 

10* 

6% 

Thirsry; rrsrlrss or lethargic 
bur irritable or drowsy 

Thirsty; alert (usually) 

15 % 

9 % 

Drowsy; limp coul t sweaty, cyanotic 
extremities; may lie comatose 

Usually conscious (but at reduced level), 
apprehensive; cold, sweaty, cyamxic 
extremities, wrmiacd Skin on tmgers 
and tots; muscle cramps 

Tachycardia 

Absent 

Present 

Present 

Palpable pn.se s 

Present 

Presmi (weak) 

Decreased 

Blood pleasure 

Normal 

Orthostatic hyootenson 

Hypotension 

Cutaneous perfusion 

Normal 

Normal 

Reduced and mottled 

Skin rurgor 

Normal 

Slight reduction 

Reduced 

Fontanel 

Normal 

Slightly depressed 

Sunken 

Mucous membrane 

Moist 

Dry' 

Very dry 

Tears 

Present 

Present or absent 

Absent 

Respirations 

Norma: 

Deep, may lie rapid 

Dee]) and rapid 

Untie output 

Normal 

Oliguria 

Anuria and severe olicuria 


Management: 

-Evaluation of degree of dehydration 

.Frequency of diarrhea. . ..mild 4-6 times /day 

Moderate 6-10 times /day 
Severe > 10 times /day 

.Amount of diarrhea 
.Presence of vomiting 
.Tears present or not 
.Tongue dry or not 
.Urine output ? 

.Conscious level 
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-Fluid therapy: 

a-Antishock therapy 

...if the baby is shocked 


. . .if not shocked but severe dehydration 


Amount 20ml/kg over 20 min 20 ml/kg over 1 hour 

Type ringer’s lactate or ringer’s lactate or 

Normal saline Normal saline 

b-Beficit therapy 

Amount— >mild dehydration 40 ml/kg 

moderate dehydration 80 ml/kg 

severe dehydration 120 ml/kg 

Type — dn isotonic & hypotonic dehydration 

-glucose 5% + normal saline in ratio 1:1 +KCL 15% 1 ml/ 100ml of solution 
Or -kadlex + normal saline in ratio 1 : 1 

l_ contain K 

Duration— > over 8 hours 

in hyper tonic dehydration 

-glucose 5% + normal saline in ratio 4:1 +KCL 15% 1 ml/lOOml of solution 
Or - kadlex + normal saline in ratio 4:1 

l_ contain K 

Duration— ► over 24 hours 

c- maintenance fluid 

Amount— ► 100 ml/ kg for first 10 kg of weight (wt x 1 00) 

50 ml / kg for second 10 kg of weight ( 1 000+50* [wt- 10] if 10 >wt>20 ) 
20 ml /kg for third 10 kg of weight (1 500+20 x[wt-20] ) if wt > 20 ) 

Type — ► 

-glucose 5% + normal saline in ratio 4:1 +KCL 15% 1 ml/lOOml of solution 
Or -kadlex + normal saline in ratio 4:1 

l_ contain K 

Or -pansol 

Duration— >over 24 hour 
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I 

If still dehydratred 
Repeat deficit&maintenance 
Therapy over 24 hours 


During next 24 hour 

I 

if fully hydrated but 
there is severe diarrhea 
or vomiting 

The maintenance therapy 
+ expected loss 


I 

if full hydrated&diarrhea 
is improving 
Vi maintenance iv 
+1/2 maintenance oral 
in gradual manner 


Calculation of rate of infusion: 

V xdilc-Ldl jjc. 

4_La£]| — '■ ijluJl ^ Jaiill <J.2*-a 

Olc-luJl JJC. 
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Conistipation 


Definition^ 

Constipation is defined as two or fewer stools per week or passage of hard, pellet -like 
stools for at least 2 weeks 




Parents may have different descriptions about what is constipation. They may be referring to 
straining with defecation, a hard stool consistency, large stool size, decreased stool 
frequency, fear of passing stools, or any combination 

I.e careful analysis of complaint 


N.B...2 


Infants may experience symptoms of straining for prolonged periods and crying, followed 
by passage of soft stool. This pattern of difficult defecation is called infantile dyschezia 
and is present only in the first 3 months of life 

I.e straining is normal till age of 3 months 

In chronic constipation — >2 or more of the following should be present 

1- < 3 bowel movement / week 

2- > 1 episode of encropresis / week 

3- Impaction of rectum with stool 

4- Rerentive posturing(standing or sitting with legs extended and stiff or 
crossed legs) 


N.B...3 


Encropresis — >Involuntery leakage of fecal liquid from proximal colon around the 
hard impacted stool in The dilated rectum leading to soiling of under 


wears 
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Causes of constipation 

Acute cause® 


Fluid depletion 

* Caused by fever or hot weather 

* May require laKatl^s 

* May lead to chronic constipation 


$cwe\ obstruction 

* Rare and due to congenital gut 
malformations 

* Usually presents as acute abdomen, 
but may present as constipation 
with vomiting and abdcmi'nal pain 



Chronic causes 


Functional constipation 

* Common, particularly In disabled 
children 

* Often stems from withholding from 
painful defalcation 

* May cause megacdon 

■ Management Involves laxatfwes, bowel 
training and diet 

* Often recurs 


Hirschsprung's disease 

* Onset In new/bom period or infancy 

* Faflure to thrhe and abdomfnal 
distension are features 

* Diagnosis Is by rectal blcpsy 


A-Functional- 


-Incidence — »90%of causes of conistipation in beyond neonatal period are functional 


-Mechanism & causes 


Voluntary withholding of defecation — > why? 

1 -incorrect attempt in toilet training 
l 2 -intentional withholding as during 

Distention of rectum&colon school, traveling, family stress 

l 3 -emotional disturbances 

1 sensitivity of pressurereceptors in rectum 4-+ve family history 

I 

1 defecation reflex&effectiveness of peristalsis 

I 

Hard large stool in the rectum that is difficult&painful to evacuate 

I 

Complications of constipation — >whate are? 

1 - fecal impaction 3-abd pain 

2- anal fissure 4-voiding dysfunction— >stasis—>-uti 

5-encropresis 
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B-Organic 

1 - In neonates 

-Anal stenosis 

-Imperforate anus — usually discovered during rectal measurement of 
tempreture 

-Muconium plug 

-Hirschspring’s disease Hirschsprung's disease results from the 

failure of normal migration of ganglion cell precursors to their location in the gastrointestinal tract 
during gestation. The diagnosis can be made by obtaining an unprepped barium enema, which will 
demonstrate a change in the caliber of the large intestine at the site where normal bowel meets 
aganglionic bowel (transition zone). An unprepped barium enema is required because the use of 
cleansing enemas can dilate the abnormal portion of the colon and remove some of the distal 
impaction, thereby resulting in a false-negative result. After the study, the retention of barium for 
24 or more hours is suggestive of Hirschsprung's disease or a significant motility disorder. Rectal 
suction biopsies or full-thickness surgical biopsies will confirm the absence of ganglion cells. 
Anal manometry is less reliable in children; in small infants, it requires specialized equipment. 

-intestinal stricture 

L following necrotizing enterocliotis 
-hypothyrodism 

-Spinal Cord Defects 

2 - infant &chUdren 

-Obstructive lesions— » e.g intussuception , hirschspring’s disease 

partial 1 .0 e.g pyloric stenosis 

-Dietary causes— dnsuffecient intake of milk&fluid , intake of diet low in 

vegetable fiber content 

- Painful anal&perianal conditions— >-anal fissure ,peianal dermatitis 

- Muscular hypotonia— ► rickets , down $ , myopathies 

- Neurological causes— ► cerebral palsy , spinal cord lesions 
-Endocrinal&etabolic— ► hypothyrodism , hypokalaemia , hypercalcemia 

hyperviyaminosis D 

-Drugs— > antimotility(as antispasmoidics) , anticholinergics , opiates 


How important is the rectal examination in patients with constipation? 

Extremely important. The presence of large amounts of stool in the rectal vault almost always 
indicates 

functional constipation. If no stool is present, Hirschsprung's disease and abnormal anorectal 
anatomy should be considered 
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Treatment: 

1- TTT of cause— ^inorganic type 

2- Non pharmacological ttt — > 

-clearance of impacted fecal mass by enema (100 ml only) 

-regular post prandial toilet sitting in older infants 

-giving attention to any under lying psychological problems 
-dietary management— > see later 

3 - Pharmacological ttt— ^laxatives 

1 -contact laxatives: 

-Glycrine infantil supp 

Used in acute constipation onlt for temporary relieve 

Overuse cause laxative dependence 

-Abilaxine, Bisadyl supp 
2-osmotic laxatives 

-Magnisium hydroxide 

Dose 1 teaspoon /1 0 kg once at night 

Preparations Laxomag susp 

Very safe in pediatrics 
-Lactulose 

Dose 3 cm /kg at night or in divided doses 

Preparations duphalac ,laxolac susp 

-Agiolax sachets one sachet at night 

-Importal sachets no more avaible in market 


Diet &constipation 

-Before weaning— >we can give water( after boiling) in between feds 
-From 3 months— > orange guice 
-From 4 months— > yugort 

(j JLjil ^11 oJj Y Aitual - 

Ljjirui sii -uuxli _ 

jaJl- JJaL . 

ixj uflJulj jJLy jjSVI JlilaVt - 

- formula fortified e iron may cause conistipation JL-I 
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Abdominal pain 


Causes of acute abdominal pain 


Inflammatory bowel disease 
■ Ebod4nucous in stods 

* Fami^ 1 histctyof diarrhcea 

• Weight I oss and peer growth 


Acute appendicitis 
■ Anctieda 

a Fain central— aright iliac fossa 
a Feritonism in right iliac f ossa 
a Tachyca rdia 


Mesenteric adenitis 
a Recent viral infect bn 
a hb peritctiism 
a Fain can mimic appendicitis 






Intussusception 
a Intermittent screamlng/colic 
* Shocle/pallor 
a 'Redcurrent Jell;/ stod 
a Usual hi' 3-24 metiths old 


Plabetes 

a Diabetic ketoacidosis 


Henoch-Schonlefn purpura 
a FVjrpuric rash on legs 
a Joint pain 


O d> 


Urinary tract Infection 
a Pysuria, frequency 
a Bedwetting 
a Each: pain 
a Vomiting 

a Evidence of infection on 
urinalysis or microscopy 





Lower lobe pneumonia 
a Signs of pne-umctiia 
* Referred abdominal pain 


Peptic ulcer 
a Fain at night 
a Relief with milk 
a Hsttrafewter pyfori 


Con&ti'patlon 

* Hard or infrequent stools 

* Mass in left, iliac fossa 

* Faecal bading on X-ray 


Intestinal obstruction 
a Bile-stained vomiting 
a Abdominal distension 

Gastroenteritis 
p Vdm rt-ing and diarrhoea 


Renal calculi 
1 Hydronephrosis 
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Causes of recurrent abdominal pain 





What you need from your evaluation 


* Obtain a good description of F the pafn. Where fs It? (non-organlo 
pafn Is classically perlumbllfcal) Poes It affect dally activities? 

* Arc there constitutional symptoms such as anorexia, weight 
loss or fewer? 

* Are there gastrointestinal urinary or gynaecological 
symptoms? 

* Are there emotional or family problems? 


Physical examination 


* Growth; weight loss or fall-off In growth Indicates serious 
pathology 

# General examination: look fbr pal lor. Jaundice and clubbing 

• Abdominal examination: Is there hepatomegaly* splenomegaly, 
enlarged kidneys or a distended bladder? 

* Anoneotal examination: not routine In chfldnsn 
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History 


Investigations and their significance 


Investigations are requited only If your evaluation suggests an erganfe cause 


m Full blood count 

* ESP or plasma viscosity 

* Liver function teste 

* Urea and electrolytes 

* Amylase 


Anaemia, eosfnophllla, infection (leucocytosfs) 

Inflammatory bowel disease 

Lfver dysfunction 

Renal failure 

Pancreatitis 


» Urinalysis and culture 

* Stool for ova and parasites 
(3 samples) 

* ^cult blood 


Urine Infection 
Gl parasites, e.g. glardlasi's 

Gl blood loss* e.g. inflammatory bowel disease 
or peptic ulcer 


* Abdominal and pelvic 
ultrasound 

* Plain abdominal X-ray 

* Fa Hum swallowand fol lew- 
through 

* Far! urn enema 


Urinary-obstruction at all levels, organomegaly, 
abscesses, pregnancy, ovarian cyst and torsion 
Constipation, renal calculi If rad lopague, lead 
ptisonfng 

Oesophagitis and reflux, peptic ulcer, Crohn's 
disease, congenital malformations of the gut 
Ulcerative colitis 


Endoscopy 


Oesophagitis and reflux 
Peptic ulceration 
Cclftis 




Cardiovascular 



Observation 

■ Is there central cyanosis? Peripheral 


cyanosis can be normal In young babies 
and those with cold peripheries 

* If the child is breathless, pale or sweating 
this may Indicate heart failure 

* Is there finger clubbing? - cyanotic heart 
disease 

* Is there failure to thrive? -suggests heart 
failure 

h 



Fbilpatlon 

■ Feel apex beat (position and character), reflects 
left vermicular function 

■ Fed for right ventricular heave over sternum 
* Fed for thrills [palpable- murmurs) 

■ Hepatomegaly suggests heart failure. Peripheral 
cedema and raised J'/F an? rarely seen in children 


Auscultation 

* On the basis cf the child's age, pulse, colour and 
signs cf failure try to think rvhat heart lesion 
may be likely, then confirm this by auscultation 

■ Listen for murmurs ever the value areas and 
the back fsee p, 94) . Diastolic murmurs are 
always pathological 

■ Listen to the heart sounds: are they normal, 
increased (pulmonary hypertension), fixed and split 
(A9P) or are there added sounds (gallop rhythm 

In heart failure or ejection click In aortic stenosis)? 

1 2 1 

U — -Jl I 

Systollcmurmur 


Circulation 

* Measure blood pressure with age- 
appropriate cuff, which should cover 
2/5 cf the upper arm 

* Check capillary refill time: If more 
than 2 s, consider shock 


► Rate: fast r slow or normal? 


Age 

(years) 

Norma 1 pulse 
f beats/m In) 

<1 

110-160 

2-5 

95-140 

5-12 

50-120 

>12 

60-100 


* Rhythm: regular or irregular? Occasional ventricular 
ectopic teats are normal In children 

* Volume: full or thready (shock) 

* Character 1 : cd lapsing pulse Is mest commonly due to 
patent arterial duct, Slow rising pulse suggests left 
ventricular outflow tract obstruction 

► Always check femoral pulses In Infante- — coarctation 
of the aorta leads to reduced or delayed femoral pulses 


You have to auscultate heart in every pediatric case once you hear any abnormal 
sound do Echocardiography 


4_^La. dj (jj^l ^ ui ' 
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A-congenital heart diseases 

Presentation of congenital heart defects 

Presenting with heart fa Huns 


Ventricular 

septal j-TIJ" 1 


Patent ductus 
arteriosus 


Region of aortic narrowing 


Presenting with shook 


Ventricular septal defect fVSD) 


■ 52% of congenital heart disease 

f 

(CHIT) ("com merest) 

\f 

* Membranous or muscular 


* Can be asymptomatic 


* Harsh pansystollc murmur at lower 


left sternal edge 


■ Parasternal thrill 

1 

* Hea rt fall ure at 4-& weeks 



latent ductus arteriosus fPPA) 

j** 

*12% ofCHP 


* Continuous machinery murmur below 

1 

left clavicle 


• Collapsing pulse 


■ More common In premature Infants 



Presenting with a murmur 
(eee Chapter 43) 



Coarctation of aorta 
•©ft of CHI? 

* If severe, presents as shock 'when 
duct closes in first few- days of Ilfs 

* May present, 'with heart failure and a 
murmur ever the back 

* Causes hypertension In older children 

* Weak or absent femoral pulses 

» Associated with Turner's syndrome 


Aortic valve stenosis 

*5^ of CHP 

* If severe, presents as shock or heart 
failure when duot closes 

* May present as asymptomatic- 
murmur 

* Cider children may have syncope or 
reduced f&serc-lse tolerance 

* Ejection systolic murmur radiating to 
neck 


Pulmonary valve stenosis 

*&%ofCHP 

* If critical stenosis^ may be cyanosed 
at birth and duct dependent 

* Ejection systolic murmur In 
pulmonary area radiating to back 

* Evidence of right ventricular 
hypertrophy on ECO 


Narrowed 
P u ^ mon ^ r ‘/ to 




Ventricular 

SSptal 

defect 


Atrial septal defect (ASP) 
•GXcfCHP 

■ Ostium secundum (defect of foramen 
ovale and atria I septum) 

■ Ostium prlmum ("defect of 
atrioventricular septum") 

- Usually asymptomatic at birth 

■ Fixed spilt second heart sound 

* Pul mona ry flow rn urm ur 

- Recurrent chest Infections 

* Heart failure 



Narrowed pulmonary artery 


Presenting with cyanosis 


Tetralogy of Fallot 

* >6% of CHP 

* Ejection systolic m urm ur 

* Intermittent cyanosis from birth 

* Right ventricular hypertrophy on ECO 
■ Boot-shaped heart, on chest X-ray- 


Aorta from the 


Fu Imcnary artery 
from the left ventricle 


septa 1 | . 

defect 


1 





Transposition of the great arteries 

■ 3 % of CHD 

■ Separate pulmonary and systemic 
circulations, connected only by EDA 
for sometimes VS D) 

* Severe cyanosis and acidosis at birth 

■ Requires atrial septostomy urgently 
followed by definitive ‘Switch 1 operation 
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Here we will give short notes on most life threatening conditions which are 
ductal dependant lesions 


1- Duct- dependant cyanotic CHD 

There is critical obstructive lesion of pulmonary blood flow E.G: 

1 - severe form of fallot tetralogy 

2- traspositio of great arteries 

3 - tricuspid atresia 

4- pulmonary atresia 

Clinically early onset canois, respiratory distrees&obstructive shock in 

severe cases 

2- Duct- dependant non cyanotic CHD 

There is critical obstructive lesion of systemic blood flowE.G: 

1 - critical aortic stenosis 

2- critical coartication of aorta 

Clinically — -poor peripheral perfusion, feeding difficulty, congestive heart 

failure&cardiogenic shock in severe cases 

I.X — doppler Echocardiography 

TTT 

1- 02 do not give 100% 02 

2- prostaglandin El infusion: 

Mechanism: cause relaxation of smooth muscles of ductus 
Dose: ,05-2 mcg/kg/min 
Preparations: prostin vr amp 500 mcg/ml 
S.E: apnea so E.T should be considered 

3 - surgical correction of defect 
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Duct-dependant lesions 


f ■ ''l 

B-Rheumtic fever 

Autoimmune disease following upper respiratory tract infection with group A 
beta haemolytic streptococci 

5-15 year is the peak but can occur in any age 

Diagnosis by modified JOhNS criteria: 

1- two major manifestation OR one major -Kwo minor manifestations 

2- evidence of recent streptococcal infection 

MAJOR M AINFEST ATION S 

1-Arthirits 

Incidence: most common manifestation (75%) 

Character : 1 -poly articular affecting many joints 

2- Transient affected joint resolve completely within one week 

3 - Migratory — ^ < liii* 

4- Affecting large joints 

5- The affected joint IS:swallen,red, hot&withmarke 
limitation of movement 

6- Dramatic response to slicylate therapy 

Treatment: 

1 - Eradication of streptococci from throat 

2- Salicylate: 

Dose 80-100mg/kg/day in three divided doses after 

Meal for 3-4 weeks 

Preparation ROanal 500mg/tab ,Alexoprine 375mg/tab 

3 - Long acting penicillin Tor 5 yearsor up to 20 years old which 

Far ^ 
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2-CARDITIs: 


Incidence: most serious maifestation 

Character: 1 -disproportionate tachycardia I.E. increase heart 
rate by more than 10 beats for every degree rise in 
tempreture 

2- newly heard murmer 

3 - pericardial mb 
I.X: color Doppler 

Treatment: 1 -eradication of strepotococci 
2-carditis only: 
prednisolone 2mg/kg/day 
In 3 divided doses for 3 weeks 
Then gradual withdroal 
3 -carditis&arthiritis : 
prednisolone 2mg/kg/day 
In 3 divided doses for 2 weeks 
Then add salicylate 75-90mg/kg/day 
And strart gradual withdrual of prednisolone over 
2 weeks 

And continue salicylate for 4-6 weeke 

4-long acting pencillin: 

a-there is valvular lesion LAP for life 

b-no valvular lesion LAP for 1 0 years 

or up to 25 years old which far 

3-CHOREA: 

Incidence: 10% of cases 
Character: involuntary movements 
Hypotonia 

Emotional disturbances 
Treatment:! - eradiction of streptococci 

2-Halperidol(safinace) — , 1 -2,mg/kg/day 
Or Phenob arbital( sominalettta) — 3 mg/kg/ day 
(Its better to refer the case to pediatric neurologist) 
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4-ERTHYMA MARGINATUM: 


Incidence: 5% 

Character: serpigenous lesions 
Mainly on the trunk 
Increase in size with application of heat 

5 SUBCOTANEUS NODULES: 


Incidence: 1% of cases 

Characters: painless nodules over bonny prominences 

Minor manifestations 


1 - Fever ujually mild to moderate fever 

High fever should stimulate search for other cause 

2- Arthralgia — should not considered as aminor one in Patients with arthritis 

3 - Abdominal pain 

4- Epistaxis 

5- Prolonged P-R interval should not considered as aminor 

one in patients with caritis 

6- Acute phase reactant when they are -i-ve they 


C.R.P 


are (the three)considered as one minorManifestation only 


Normal-— 
It increase 

E.S.R 


-<6mg% 

- in hours&decrease in hoursI.E. 

t-Y* ^xj AjLc jl 


normal first hour 20 

second hour 40 

it increase — in days&decrease in days 

LEUOCYTOSIS 

Normal 4000-1 1000/cmm 
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Evidence of recent streptococcal infection 

v J 


1- Antistrepotolysin o titer — ^-positive if titer more than 400 todds unit 

Rising titer 

N.B ASOT increase in weaks&decrease in weaks 

2- Antihyaloronidase 
3 - Antistreptokinase 

4- +ve throat culture 

5 - Recent scarlet fevr 

2 major or 1 major+2 minor 
+ Evidence of recent streptococcal infection 

Common mistakes with rheumatic fever 


1 - Avoid diagnosis of rheumatic fever in: 

Age below 5 years 

Absence of major criteria 

In case of chronic arthritis or if arthritis 

Is monoarticular &non migratory 

2- Do not accept history of previous R.F without documentation I.E: 

/jc. l " 'a'q j jl a Lai 

? JS Jl JJU31I uji 

C—ll&ll AjLjoiI yd e>£. 

3- Recurrent tonsillitis+high E.S.R or high A.S.O.T only means 

That this patient has streptococcal tonsillitis and not R.F 

4- Avoid over diagnosis by accurate interpertion of clinical &laboratory data 
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Heart failure 




Aetiology: 

1 - Contractility failure 

2- After load failure— 

3 - Preload failure 

4- Arrhythmic failure - 

Clinically: 


myocarditis, cardiomyopathy 

■ — acute glomerulonephritis, critical aortic Stenosis, 
critical coartication of aorta 

hypervolaemia E.G: acute renal failure, excess I.V fluids 
Big left to right shuntE.G: ASD,VSD,PDA 
— severe tachycardia(paroxysmal supraventricular 

Tachycardia) 


In right side hrart failure — maifestations of systemic congestion 
1 -tachypnia 

2 - tachycardia 

3- congested neck vein. . ..difficult to be elicted in pediatrics due to short 

neck 

4- lower limb oedema late sign 

5 - gallop rhythm 

In left side heart failure — maifestations of pulmonary congestion 
1 -cough, expectoration 

2- DYSPNEA, ORTHOPNEA 

3- RECURRENT CHEST INFECTION 

4- BASAL CONSONATING LUNG CREPTITION 

IN COMPANSATING CASES— NO MAINFRSTATION OF LOW CARDIAC OUTPUT 
IN DECMPANSATED CASES— THERE IS M AINFEST ATION OFLOW CARDIAC 
OUTPUT E.G: 

EASY FATIGBILITY 
LACK OF CONCENTRATION 
SNCOPAL ATTACKS 
OLIGURIA 

COLD PALE EXTREMITIES 
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I nvestigations: 

1 -Chest x ray — may show cardiomegally or pulmonary oedema 

2- Ecg — arrhythmia, myocarditis, chamber enlargement 

3 - Echo — assessment of myocardial function, diagnosis of underlaying Cause 

4- ABG 

Treatment: 

A-General 1-02 

2- treatment of underlaying aetilogy if present 

3 - bed rest 

4- salt restriction 

B-Specific according to type of H.F: 

1 - Preload failure... .diuritics E.G: 

Lasix l-2mg/kg/day every 6 hours 
Spironolactone 2-4mg/kg/day 

2- Contractility. . ..inotropic drugsE.G: 

Dopamine lOmcg/kg/min i.v drip in ICU 
Dobutamine 2-20mcg/kg/min i.v drip in ICU 

Digoxin: 

Dose ,03 5mg/kg/ day 

8h 8h 

Digitalization dose=l/2 dose 1/4 dose 1/4 dose 

Maintenance dose=l/4 dose once daily or in 2 divided doses 

Srart 24 H after intial digitalization dose 

A •» 11 l^C-Lo 

Preparations Lanoxin: 

Drops. . ..,05mg/drop 
Tab....,25mg/tab 

,05mg ls * 

Ampoules . . . ,5mg/2ml 

,05mg jjlia— ^ ^ cKj 

3- after load failure— vasodilators E.g: Captopril lmg/kg 
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HEMATOLOGY 


Haemoglobin 

* H^h at brth (l&g/dl), falling to lowest 
point at £ months (range &.5H4.5 g/dl). 
Statutes £ month®. 

* L ofr- haemoglobin Indicates anaemfa. 
Further Irwest^atfon will pinpoint the 
cause (see below) 



Flow digram to show the Invtf&tl^dt.lon of^nssmla 


Low Hb 
measure M CV 


T 

LcwMCY 

(mlcroeytTc) 


Normal MCV 
(nofim^tfc) 


Normal values 
Haemoglobin 

11 - I4g/dl 

Haematecrrt 

30 -453, 

White cell count 

£-15x100/1 

Reticulocytes 

0 - 2 % 

Platelet® 

150-450x103/1 

MCV 

7£-££fl 

MGH 

£4-30 pg 

ESP 

1C 1 - £0 mm/h 


Mean eell volume (MCV) 

■ Measure® the ®be of F.EOs 

■ Mrtroqjtlc anaemia (MG7 c7£ fl) Is usually 
due to Iron deficient thala&saemla traft 
or lead poisoning 

■ Macrocytosls may reflect folate deficiency 


Mean cell haenioglobm (MCH) 

■ Reflects the aniomt of hasnioglcbln In 
each led cell. l®usualfrlow (hypochromic) 
In Iron deficiency 


/ 

\ 

/ 

\ 

Low 

ferritin 

.Abnormal 

eleotrephcresls 

High 

reticulocyte count 


Low 

reticulocyte count 






1 X 






NoimaJ 

blllrubn 


Parget cells 

Hfgh blllruHn 

\ 


r 

i 

r 

1 


Iren deficiency 
anaemia 

Thalassasmla 

trait 

Recent Hood 
loss 


Haemolysis 

Chronic 

lllues® 


Platelet® 

■ High platelet count usualfr reflects 
bleedfhg or Inflanmatlfli 
(cjq. Kawasaki's dfsease) 

* Low platelet count Is cornu only seen 
with Idiopathic thrembocytcpenlc 
puipLra (IFF) when there r® a Hst of 
spontaneous bruising and bieedmg. 

In the newborn ft may he low due to 
maternal lg£-medlated Immune 
thrombocytopenia 


C lotting 

■ Froth ran bln tmie (FTj compared with a control 
Is used to calculate the INR: normal Is 1.0. 

FH nd pa I ly a s s esse s ext n'n s I c pathway. 

Prolonged In Vitamin F. deficiency,. liver disease 
and disseminated Intravascular coagulation (DIG) 

• Actuated partial thromboplastin time (APTT) 
reflect® the intrinsic pathway Prolonged In heparn 
excess, P 1C and haemophilia A 

• Fibrin degradation preduct® (FPR&) are Increased 
in DIG 

• Bleeding tmie: literally the time a wound Heeds for 
Prolonged In von-Wrtlebraidta disease and 
thrombccytopenra 


White blood cells 

* Leucccytosl® usually reflects infection — neutrophilia 
and 'left shift' [l.e. Immature neutrophils.) Implies 
bacterial Infect On. Lymphocytes!® Is commoner hi 
viral Infectkmov atypical bacterial infection and 
whooping cough 

- Neutropenia [neutrophils < IjO a I0 3 /Ij can occur In 
® were mf cotton or due te Immunosuppnecslon. There 
r® a high rich of spontaneous Infection 

* Leukaemia: Thene Is usually a very high (& 
occasionally low) WG£ with blast cells seen. Ectie 
marrow 1 a spLate Is retired (see Chapter 06 ) 
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f \ 

How to read CBC ? 

\ J 


Hematology 


n 


N.B 


CBC=complet blood coun 

CBC-D= complet blood coun with differential leukocytic count 


WBC 

4000-1 1000/cmm 

leukopenia— ^OOO/cmm 
causes... typhoid, BM depression eg aplastic anaemia 
leukocytosis — >>1 1000/cmm 



causes.... infection (bacterial or viral) 



to DD look at: 


Normal 25-30% 
(not more than 
40%) 

<— 1 -neutrophil 

Neutrophilia=bacterial infection 


At birth65% 

2-4 years 45% 

>4 years 25% 

<— 2-lymphocytes 

Lyphocytosis=viral infection 



Monocytes 

Monocytosis : 


3-7% 

Brucella .Typhoid 

TB , chronic infections 


Oesinophils 

Oesinophilia: 


1-3% 

Allergies e.g asthma 

Parasitic investation especially 
Visceral larva migrans 


Band cells 

If present =bacterial infection 


0% 

N.B.. 

-Bacterial infection — >high leukocytosis 



+neutrophilia 



-Viral infection— >mild to moderate leukocytosis 

Platelet 

150000- 

+lymphocytosis 

Thrombocytopenia — >-<150,000/cmm 


400000/cmm 

Thrombocytosis— >>400, 000/cmm 
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Hemoglobin 

12-16gm% 





. What is the hemoglobin value below which children 
are considered to be anemic (lower limit of normal)? 



Newborn (full term) 

13.0 gm/dL 



3 months 

9.5 gm/dL 



1-3 years 

11.0 gm/dL 



4-8 years 

11.5 gm/dL 



8-12 years 

11.5 gm/dL 



12-16 years 

12.0 gm/dL 


Blood indices 



1 -Mean corpuscular volume 

77-90 F.L 


(M.C.V) 

(femto liter) 

Used to DD B.W: 

=Haematocrite *100 


Macrocytic anaemia >90 fl 

RBC number 


Normocytic anaenia 77-90 

2-Mean corpuscular haemoglobin 

27-30 Pg (pico 

Microcytic anaemia <77 fl 

(M.C.H) 

gram) 

Used to DD B.W: 

= Haemoolobin *100 


Normochromic 27-30 pg 
Hypochromic<27 pg 

RBC number 



3-Mean corpuscular haemoglobin 

32-35 gm/dl 


Concentration (MCHC) 

= Haemoolobin *100 
Haematocrite 



-Red cell distribution width(RDW) 

13-16 

-Up to 20 concides e iron 
deficiency anaemia 



-| 21 suspect thalassemia 

-Mentzer index 



= Mcv 


<13 iron deficiency anaemia 

Rbc 


>13 thalassemia 
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Anaemia 


A-normocytic normochromic anaemia 
— ► normal MCV &normal MCH 

1 - Hemolytic anaemia except thalassemia 

2- Anaemin of acute blood loss 

3- Anaemia with organs failure 
B-microcytic hypochromic anaemia 

— low MCV &low MCH 

1- Iron deficiency anaemia 

2- Thalassemia 

3- Sidroblastic anaemia 

4- Anaemia d t lead poisoning 
C -macrocytic anaemia 

-► high MCV 

1 -with [ vit B12 &Folic acid — ^megaloblastic anaemia 
2-with normal vit B12 &Folic acid — ^mylodysblastic anaemia 

Acquired sidroblastic 
Mylophthisic syndromes 


Iron deficiency anaemia 


One of the most common types of anaemina world wide 


Causes 

1- j Intake — diet deficient in iron from dietetic history 

2- 1 Absorption— malabsorption undigested food particles in stool analysis 

or d.t constituents in diet that jiron absorption from dietetic history 

3- | Loss — chronic blood loss e.g parasitic investation... in stool analysis 

4- | Demand — during growth periods 
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c/p 

1 - General manifestations of anaemia 

-easy fatigue, palpitation, exertional dyspnea 
-Headache, dizziness, lack of concentration, Polyuria 
-pallor(in mucous membranes) 

-Hyperdynamic circulation... tachycardia, bounding pulse, Haemic murmur 

2- Specific manifestations of iron j anaemia 

-nails... brittle, flattened, loss of luster&spoonin 
-mouth. . . .angular stomatitis, glossitis 

-neuro-psychiatric.... picca(perverted appetite)e.g-^]( jUj gfili 

- +spleenomegaly 

3- Maifestation of cause 

IX 

1- CBC— ^hypochromic microcytic anaemia 

-^haemoglobin <12gm/dl &haematocrite 
-|MCV<77 fl &MCH < 27 pg 
~i number of RBC 

2- Biochemic— »/77a/>7/y to DD b.w iron janaemia &thalassemia 

-|serum iron(n=70-140mcg%) 

-jserum ferritin(n=1-30mcg%) 

-jtrasferrin saturation(n=30%) 

-tTIBC(n=250-400mcg%) 


-The ferritin level, is exquisitely sensitive to inflammation, increasing even with 
mild upper respiratory infections. Elevations of ferritin may persist for some time. 
By contrast, serum iron transferrin level, and percent transferrin saturation 
may decrease with infection or inflammation 

3-Stool examination— »parasits .occult blood or malabsorption 
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Ttt 

1-TTT of cause: 

-parasitic investation see git drugs 

-correction of dietary faults: 



■Dietary iron 


Non heme iron 

Heme iron 

-has to be reduced to ferrous state Before absorption 

-easily digested & rapidly absorped 

-absorption is affected by other 

-absorption is not affected by other 

costiteunts in diet 

costiteunts in diet 

-found mainly in 

-found in foods of animal origin.... 
...1,5-6mg/100gm of diet 

Uajj Ci\ jaS 2-lu, JtLII 

A ll Aa (JA JAUll 

jl £Xa\ Lg-i2 <j£J 

Jllijj jl + 

Absorption | by vit C e.g 

Civilline drops , Vitacid c eff tab 
absorption! by tannat i.e 

phosphate&phytate e.g 
cow milk, egg yolk, bread 



Iron preparations 4 ^^ 4jjjyi 

Drops— >fer-in-sol drops 

Syrup— »K-G-ron(15mg iron/5ml) &Ferromix(15mg iron/5ml) 
Sytron(28mg iron/5ml) & Vitaferrol(38mg iron/5ml) 
Feose(50mg iron/5ml) 

Tablet — >theragran haematinic(66mg/tab) & ferose F (lOOmg/tab) 

TTT for how long ? For 3-4 months 
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r ■ ■ ■ ■ ■ a 

Hemolytic anaemia 

\ J 

Aetiology : 

corpuscular 


v v v 

-Membrane defect -HB defect -Enzyme defect 

e.g spherocytosis e.g thalasemia e.g G6pd [ 

side cell anaemia pyruvate kinase j 

IX... peripheral blood smear 
— >spheroctes 
...+ve osmotic fragility test 

r \ 

Glucose 6 phosphate dehydrogenase deficiency (G6pd d 

l J 

Aetiology &genetics 

Hereditary x linked recessive genetic jof G6pd enzyme 
Sex .... Fully expressed in hemizygous male &homozygous females 
But can occur in heterozygous females 
Age... at any age 

Pathogenesis 

-G6pd enzyme is responsible for production of reduced NADPH &renewal of 
Reduced GLUTATHIONE( GSH) which protect RBC from oxidants by reducig them 
-so G6pd deficiency — ► j NADPH^i GSH —^protection of RBC from oxidants 
-so exposure of G6PD deficient RBC to an oxidant — ^oxidation of haemoglobin 
-oxidized H.B is denaturated &deposetd as Heinz inclusion bodies on RBC 
-membrane — > j integrity of RBC ^haemolysis 
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c/p 

-History of exposure to triggering agent 
Diet fava beans u^lal' 

Drugs.... antipyretics... all except paracetamol&mefenamic acid 
Sulphonamides 
Nitrofurans 
Antimalarials 

Antibiotics.... chloramphenicol, nalidixic acid 
Diseases..., viral URTI , DKA 
-Maifestation of acute haemolysis 
Acute pallor 

Dark or cola colored urine 
Jaundice 

-Nausea , vomiting, abdominal pain 
-Spleenomegaly in recurrent cases 

IX 

-CBC with reticulocytic count ... 4 HB .normal MCV & MCH (N N anaemia) 

ttt of reticulocytic count 
-U of G6PD level in RBC < 20 unit/10” RBC 
serum bilirubin 

N.B— SGPT&SGOT to 
exclude hepatitis 

ttt 

1 - avoid exposure of triggering agent 

2- packed RBC transfusion= defeciet x body weight x 3 (normal HB=1 2g%) 


t \ 

Sickle cell anaemia 

- - - - J 

Chronic haemolotic anaemia d.t hereditary disorder in which abnormal Hb 
is present— >HbS[2a,2p] 

Abnormal structure of p chain of Hb — ^valine replace glutamic acid 
in the 6 th position of pchain 


pathophysiolgy 


Abnormal HB 

when exposed to hypoxia 

V 

Polymerize and forms insoluble aggregate 


RBCs become distorted anafakes acharactristic sickle shape 




Rigid non compressiple cells cj, deformobility 


Obstruction of small blood 
vessels 


haemolysis 
[cell destruction] 
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c/p 

-General manifestation of haemolytic anaemia 
-Episodic crisis of 4 types: 

Vasoocclusive (thrombotic or pinful) crisis 

D.T— ►occlusion of small bl-vs — ^distal ischaemia&infraction 

Clinically— ►according to site of occlusion: 

-ishemic pain in hand&foot(hand&foot $ or dactylitis) 

-acute abdomin 

-cerebral stroke&neurological sequellae 
-renal infarction&papillary necrosis— ►hematuria 
-acute chest $ 

-priapism 

-splenic ifarction— ►autosplenectomy 
-svere back pain 

-pain in long bone— ►avascular necrosis of joints 

TTT— ► 

1- adequqte hydration— ► by IV fluids 

2- analgesics— ►Paracetamol or paracetamol+codeine(pyraphol supp) 

Ibuprofen 10-15 mg/kg/dose 

Morphine 0. 1-0.2 mg/kg IV q4h; not to exceed 15 mg 
Methadone .7mg/kg/day po/sc/im divided every 6-8h not to 
exceed 1 Omg/dose 

Nalpuphine(nuban) not in young infancy 

3- 02 inhalation 

4- antibiotics— ►Cefruxime(zinnat) 50-1 OOmg/kg/day every 12 hour 

Ceftriaxone (cefaxone) 50-75g/kg/day every 24 hour 

5- prolonged severe painful crisis— ►packed RBC transfusion 

Partial exchange transfusion 


N.B 


1 - painful crisis affecting long bone Do x ray to exclude osteomlitis 

AB is very important 

2- in cerebral stroke— >never to give blood 

3- in periapism— ^sustained unwanted painful erection 

if prolonged more than 2hour Interfere by: 
aspiration of blood 
Intracorporal injection of adrenalin 
Irrigation by cold saline 

spleic sequestration crisis 

D.T— ^sudden pooling of large amount of blood in spleen&liver 
clinically — >rapidlly enlarged abdomen 

massive splenomegaly 
sudden circulatory collapse 

TTT— ► 

- ttt of hopovolaemic shock 

-packed RBC transfusion to raise HB to 10gm% only if HB < 7gm% 

Aplastic crisis 

D.T — ^sudden attack of transient bone marrow failure usually following infection 

Clinically — ^-sudden onset of severe anaemia . Hemoglobin may fall as much as 
10-15% per day without reticulocytosis 
-last for 10-14 day 

-CBC anaemia or pancytopenia with normal or low reticulocytic count 

TTT— ^immediate blood transfusion to raise HB up to 10 gm% 

hyperhemolvtic crisis 

uncommon , 

acute haemolytic crisis with jaundice , pallor, dark urine 


f \ 

Thalassemia 

\ J 

Genetics&pathogenesis 

■ Normal HB is made up of 4 polypeptide chain — ► 2 a & 2 non a 
- Synthesis of a globin chain is controlled by 4 genes .while p chains 


Is controlled by 2 genes 


HB 

Polypeptide chain 

% at birth 

% at 6 months 

1 -fetal HB(HBf) 

2 a +2gamma 

65% 

2% 

2-adult 1 HB 
(HBA1 ) 

2 a +2 p 

34% 

95% 

3-adult 2 HB 
(HBA2) 

2 a +2 delta 

<1% 

3% 


-in p thalassemia — Mere is impaired production of beta globin chain due to 
Deletion of one or both genes controlling its production i.e there is decreased 
Production of p chains with normal production of a chain —Mis result 
In relative excess of a chain which precipitate in RBC as inclusion bodies 
—►rigidity & destruction of RBC 

-in a talassemia — > there is impaired production of a globin chain due to 
Deletion of one or more genes responsible of its production 

Types of thalassemia 

1-Q thalassemia : 

Genetic deletion can affect one or more genes controlling a chain synyhesis 
Deletion of 4 genes hydrop fetalis 

Deletion of 3 genes... haemoglobin H disease(c/p as p thalassemia major) 

Deletion of 2 genes a thalassemia trait(c/p as p thalassemia minor) 

Deletion of 4 genes sileny carrier 
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2-(J thalassemia: 

1 - Minor type 

heterogenous p thalassemia 

HB Ai is predominant, HB A 2 1 > 4% , HB f may slightly | 

Anaemia is mild.... 9-1 1gm% 

2 - Intermediate type 

Affect 2% of homozygous patients 

Patient has higher ability to produce p chainfmore than in major type) 
Genetics, morphology, biochemical features like p thalassemia major 
Blood transfusion not needed routinely 

3 - Major type 

Homozygous p thalassemia 
HB f predominas 

Blood transfusion needed routinely 


Clinical features 



1 - general manifestation of anaemia— >see iron defeciecy anaemia 

2- general maifrstations of f haemolysis— ►jaundice, dark stool. dark urine 

3- maifrstations of f medullary erythropoiesis— ►thalassemic facies 

thalassemic facies —►enlarged head, frontal&parietal bossing 

protruded maxilla, depressed nasal bridge 
slantig of eye&epicathic folds 

4- maifrstations of f extramedullary erythropoiesis — > 


hepatomegaly &spleenomegaly 
lymphadenopathy 


5- growth retardation 

6- mainfestations of complications 


Haemosidrosis 

2ry hyersplenism 

Comx of blood transfusion 
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Investigations 


1-CBC— ►micricytic hypochromic anaemia(|HB, jMCV, jMCH) 
| reticulocytic count 

Lymphocytosis & leukocytosis usually present 
RDW t 


Mentzer index — 

Target cells, anisocytosis 
2-Biochemical studies — > 

| Serum iron, | Serum ferirtin 
HB electropheresis need skilled technician 


N.B — ^ HB f = thalassemia major 

— HB A 2 = thalassemia minor 
HPLC = high performance chromatography 

A more accurate substitute for HB electropheresis in diagnosis thalassemia 



1 - Packed RBC transfusion: 

According to the following equation^defeciet * body weight *3 
Every 3 cm packed RBC | HB Igm/kg 
Consider normal HB =12 gm/dl 

2- Iron chelating agents 

a-arentral^desferoxamine 

dose — 30-40mg/kg/day s.c, im, iv 

or iv infusion in a rate 12-1 5mg/kg/h over 12 hours 
b-Oral^deferasirox(Exjade) 

dose— 20mg/kg/day oral on empty stomach 
or 30 min before meal 

— calculate dose to the nearest whole tablet 

Dissolve tablet in water or juice &drink immediately 
— maintenance dose.... 5-1 Omg/kg/day 
— adjust dose every 3-6 months not to exceed 30mg/kg/day 
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Diet: Drinking tea with meals reduces dietary iron absorption 

3- folic acid 1-5mg/day 

4- antibiotic erythromycin or long acting pencillin /3 weeks 

5- vaccination pueumococci, meningococci, haemophilus influenza 

6- lasix 1 mg/kg/dose following blood transfusionfto avoid volume over load) 

7- CST 

8- bone marrow transplantation.... is the only radical treatment 


— 

Bleeding disorders 


Evaluation of a child with bleeding or 
abnormal coagulation screening tests 

History and physical examination © 

+ 


No mna I © 


+ 

Coagulation screen 
FT. PTT. TT 


Abomnal © 

I 


Decreased 

+ 

(b» Evaluation of a ohild vrith 
■thrombocytopenia'', p 54-1 


Acute illness 

f ^ 

Yes No ► Bleeding history 

f t 

No Yes 

+ 

FVIIfcC P WWF:RCo, 

VWF^j 

i 1 t 

Normal Abnormal 


■ 1:1 mix of patient: normal plasma - 


Does not correct 


Abnormal PTT (i 


Abnormal FT 


+ 

Bleeding history 


* i 

P.'ll I :C, WVF: RCo. FVII I :C. VWF: RCo. 

VWF^ VWF*,. FIX. FXI 

* 

Normal 


V 

Reptilase 
time © 


Menhgococuis 
Purpura fulminans 
Varicella 
Pneumococcus 
Mild DIC 
Protein Q S or 
AT?// deficiency 


Child 

alnis-e 


i 

FIX. XI. XII 


Platelet dysfunction VWD 

Vai iant VWD M ild hem oph il ia A 

Mild hemophilia or orcarrier 

carrierof hemophilia 

FXIII ormild FXI 

deficiency 




loae Plalelat dysfunction 1 ', p 60l 


FXI or XII deficiency 
Mild hemophilia B 
or carrier 
Preka/Ukrein or 
high-molecular weight 
kininogen deficiency 


VWD 

Hemophilia A or B 
Severe FXI deficiency 


Abnormal FT ■+ F'TT 
Oral anticoagulants 

Liver disease 
Vitamin K deficiency 
Mild DIC 

Fit V, or X deficiency 
Only FT abnormal 
Early in oral anticogulant 
therapy 
FV/l deficiency 
Abnormal FT.FTT.TT and 

thrombocytopenia 

DIC 

Severe liver disease 


T 


1 :1 mix corrects 
■LI fibrinogen 
Dysfibrinoge nemia 
Does not co rrect 
Reptilase normal: 
Heparin 

Reptilase time -ft: 
Fibrin split products 


Lu|His-liho 

anticoagulant 

Heparin 

(confirm with 
fr TT + normal 
reptilase time) 
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Bleeding time prolonged— ^platelet or vascular disorder 
Coagulation time prolonged— ► Coagulation factor defect 

Haemophilia 



1 - haemophilia A— > j factor 8 most common 

2- haemophilia B— ► j factor 9 

3- haemophilia C— ► j factor 1 1 


C/p 


joint 


bleeding tendency : 

-prolonged bleeding after minor trauma, circumcision or spontaneous 
-hemoarthrosis— dimping & pseudoparalysis my be recurrent leading to Ankylosis of 


-Ecchymosis 
-Haematuria 
-M M bleeding 

-dangerous sites— dntrscranial, intraocular, retroperitoneal haemorrhage 


lx 


Ttt 


-BT , PT— ► normal 
-PTT — ^prolonged 
-factor 8 assay— > j 

1- prevent bleeding. ...avoid IM injections , violent excercises, aspirin 

2- local measures to arrest bleeding.... presure, cold compresses, immobilization 

3- replacement therapy.... 

Preparations Fresh frozen plasma^every 1 ml contain 1 unit of factor 8 

cryoprecipitate— >each bag cotain 125 unit of factor 8 
factor 8 concentrate— >250 or 500 unit / vial 

Dose 25 unit/kg/1 2h.... for usual hemarthrosis 

25-50unit/kg/1 2h for GIT or hematuria 

50-75unit/kg/8h for CNS bleeding 

4- antibiotic — ^especially antistaph especially in haemoarthrosis 
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Convulsion 



Definition: 


Seizure is a sudden, transient disturbance of brain function, manifested by involuntary motor, 
sensory, autonomic, or psychic phenomena, alone or in any combination, often 
accompanied by alteration or loss of consciousness. Seizures can be caused by any 
factor that disturbs brain function. They may occur after a metabolic, traumatic, anoxic, or 
infectious insult to the brain (classified as remote symptomatic seizures), or 
spontaneously without prior known CNS insult. Repeated seizures without evident acute 
symptomatic cause (eg, fever) are defined as epilepsy . 


Causes of convulsions 



[ 97 ] 


Causes: 

1 - Acute symptomatic or provoked: 

❖ With fever: 

1 - Febrile seizures due to infections outside CNS. 

2 - Intracranial infection meningitis, encephalitis, brain abscess, subdural or 

extradural. 

Abscess, septic venous thrombosis 

♦> Without fever: 

1 - Traumatic: 

-brain concusion .contusion , intracranial haemorrhage. 

2 -Toxic: 

-exogenous— tetanus, shigellosis, aminophylline , antihistaminics lead, 
-endogenous— >-uremia , hepatic failure , DKA 

3 - Hypoxic: 

-cardiac arrest , near drowning , acute vascular collapse 

4 - Metabolic: 

-hypoglycemia, hypocalcemia, hypomagnesemia, hypo&hypernatremia 

5 - Vascular: 

-hypertensive encephalopathy, cerebral strokes 

2 - Epilepsy (chronic or recurrent unprovoked convulsion) see the definition 
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Febrile convulsion 


N.B 


Cause — ► rapid rise of body tempreture due to infections outside CNS 
Criteria — ► 5 criteria must be present (all of them) for diagnosis: 

1 - age 6 months till 5 years old 

2 - fever... rapid rise of body tempreture , 

3 -convulsion: 

onset within 8-1 2 hour of onset of fever 
type generalized tonic clonic i.e. ( 

Duration less than 15 min 
Postictal stupor is short 
Frequency one fit during same illness 

4 - normal neurological evaluation 

5 - evidence of extracranial infectionmost common causes are 
o.m , tonsillitis , UTI , G.E 

EEG are not routinely recommended except: 

1- +ve family history of epilepsy 

2- previous neurological illness 

3- atypical presentation^^! J^!)e.g nofever prolonged , focal 
EEG if indicated, it should be made only after at least 2 week from last fit 

ttt— >a - if during fit of convulsion: 

1 - emergency rescutation A B C 

2- termination of attack of convulsion neural ,3mg/kg IV or ,5mg/kg rectal 

3- + as below 

b - if after attack of convulsion: 

1 - lowering body tempreture tepid sponging + antipyreticsfe.g cetal supp) 

2- ttt of cause of fever e.g antibiotic for O.M 

3- exclusion of intracranial infection 

- Prolonged anticonvulsant prophylaxis for preventing recurrent febrile convulsions is 
controversial and no longer recommended for most children 

- If parental anxiety is very high, oral diazepam may be used as an effective and safe 
method of reducing the risk of recurrence of febrile seizures. At the onset of each febrile 
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illness, oral diazepam, 0.3 mg/kg q8h (1 mg/kg/24 hr), is administered for the duration of 
the illness (usually 2-3 days). 

CNS INFECTIONS 

- ) 

1 - Encephalitis: 

Causes— ► 

• viral infection enterovirus , varicella ,EBV or herpes 

• allergic reaction following infection . . . post infectious demylinating encephalitis e.g 
mumps 

• allergic reaction following vaccination pertussis .influenza 

N.B— mycoplasma encephalitis usually preceeded by lobar pneumonia 

Clinically — > 

• history of preceeding viral infectionf e.g URTI) , vaccination or mycoplasma 
pneumonia 

• fever followed by drowsiness , bizzar behaviour or deep coma(early) 

• convulsion &|intracranial pressureflate in encephalitis early e 
meningioencephalitis) 

I.X.^ 

CSF findings see meningitis 

CT&MRI may show swelling of brain parenchyma 

EEG 

TTT— ► 

supportive — >this the main ttt antipyretics , control of convulsion , rest , iv fluids 

antibiotics — ^although mostly viral broad spectrum AB must be given until CSF results 

ceftriaxone OR ceftazidime lOOmg/kg/day OR 
cefotaxime OR cefoperazone 200mg/kg/day 

+ampicillin 300mglkg/day 

In herpitic encephalitis acyclovir lOmg/kg/dose IV overlhour every 8h 

e.g zovirax vial 250mg/5ml 
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2- MENINGITIS: 

Causes— ► 

• neonates... grm-ve enteric flora(e.coli) , group B streptococci , listeria , 
staphylococcus 

• infancy Hemophilus influenza type B , pneumococcus , meningococcus 

• older children meningococci is more common 

• other organisms include pseudomonas , proteus , klebsiella 

Clinically— ► 

• onset. . .may be rapid (as with meningococci& pneumococc) or subacute(with 
H. influenza) 

• signs of meningeal irritation: 

In small infant.. ..irritability , restleeness , poor feeding 
In older children photophopia , headache , irritability 


+ 1- neck stiffness....?^* 

t j 4^1^ . oAji-u] j £jU. t ** 'j-n. i l ^ic. 

V Vj ^ Aj j* . s-\ I 

Grades of neck stiffness.... guarding , rigidity , hyperextension 

2- back signs back pain, tripod signfsit unsupported on 

the buttocks&ul), opisthotonos 

3- kernigs sign. ..inability to extend the knee with hip flexed 

4- brudzinski sign head flextion— >leg flextionfhead to leg sign) 

Flextion of one leg— ► Flextion of the other legfleg to leg) 

• signs&symptoms of f intracranial pressure: 

In small infant... bulging anterior fontanel , cracked pot percussion note over the skull 

In older children headache .projectile vomiting , blurring of vision, photophopia 

In any age irregular respiration , | blood pressure , slow pulse 

• other findings: 

Fever (may be abscent) 

Changes in sensorium vary from mild lethargy to coma 
Convulsionsfcommon &early) 

Focal neurological signs 

Purpuric rash =meningococcemia 
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I.X. 


1 -lumbar pucture 

Cerebrospinal Fluid Findings in Various Central Nervous System Disorders 


Condition 

Pressure 

Leukocytes (/|iL) 

Protein 

(mg/dL) 

Glucose 

(mg/dL) 

Comments 

Normal 

50-180 mm 
H 2 0 

<4; 60-70% 
lymphocytes, 30- 
40% monocytes, 1- 
3% neutrophils 

20-45 

>50 or 75% 
blood glucose 


Acute bacterial 
meningitis 

Usually 

elevated 

100-60,000+; 
usually a few 
thousand; PMNs 
predominate 

100-500 

Depressed 
compared with 
blood glucose; 
usually <40 

Organism may be seen 
on Gram stain and 
recovered by culture 

Partially treated 
bacterial meningitis 

Normal or 
elevated 

1-10,000; PMNs 
usual but 
mononuclear cells 
may predominate 
if pretreated for 
extended period 

>100 

Depressed or 
normal 

Organisms may be 
seen; pretreatment may 
render CSF sterile in 
pneumococcal and 
meningococcal 
disease, but antigen 
may be detected 

Tuberculous 

meningitis 

Usually 
elevated; 
may be low 
because of 
CSF block in 
advanced 
stages 

10-500; PMNs 
early but 
lymphocytes and 
monocytes 
predominate later 

100-500; 
may be 
higher in 
presence of 
CSF block 

<50 usual; 
decreases with 
time if 

treatment not 
provided 

Acid-fast organisms 
may be seen on smear; 
organism can be 
recovered in culture or 
by PCR; PPD, chest x- 
ray positive 

Fungal 

Usually 

elevated 

25-500; PMNs 
early; mononuclear 
cells predominate 
later 

20-500 

<50; decreases 
with time if 

treatment not 
provided 

Budding yeast may be 
seen; organism may be 
recovered in culture; 
India ink preparation 
or antigen may be 
positive in 
cryptococcal disease 

Viral meningitis or 
meningoencephalitis 

Normal or 

slightly 

elevated 

PMNs early; 
mononuclear cells 
predominate later; 
rarely more than 
1000 cells except 
in eastern equine 

20-100 

Generally 
normal; may 
be depressed to 
40 in some 
viral diseases 
(15-20% of 
mumps) 

Enteroviruses may be 
recovered from CSF 
by appropriate viral 
cultures or PCR; HSV 
by PCR 

Abscess 

(parameningeal 

infection) 

Normal or 
elevated 

0-100 PMNs 
unless rupture into 
CSF 

20-200 

Normal 

Profile may be 
completely normal 



[ 102 ] 


















































HSV, herpes simplex virus; PCR, polymerase chain reaction; PMNs, polymorphonuclear 
leukocytes; PPD, purified protein derivative of tuberculin. 


2- CBC 

3- blood culture 

4- CT in presence of focal signs 
TTT — > 

1 - supportive.... antipyretics , control of convulsion , rest , iv fluids 

2 - ANTIBIOTICS— >emprical(baed on common etiologist) 

ceftriaxone OR ceftazidime lOOmg/kg/day OR 
cefotaxime OR cefoperazone 200mg/kg/day 

+ ampicillin 300mglkg/day OR 
Unictam OR augmentin 

N.B... chloramphenicol lOOmg/kg/day in patients sensitive to cephalosporines 
Adjust the ttt regimen according to results of culture 
Duration of ttt 10-14 day in neoborn 3weeks CSF must become normal &sterile 

-Use of CST 

Use of dexamethasone for ashort period early in the diseasefunder good cover of AB) 
May reduce the incidence of neurological complications 
Dose at 0.15 mg/kg q6h for 2-4 days. 


- Epilepsy is considered to be present when 2 or more unprovoked seizures 
occur At an interval greater htan 24 hours apart 
-Epilepsy is classified 

A) Partial seizures: 

1) Simple partial 

Motor, sensory , autonomic , psychic 

2) Complex partial 

• Simple partial, followed by impaired consciousness. 

• Consciousness impaired at onset. 

3) Partial seizures with secondary generalization. 

b) Generalized seizures 
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/ 

Short notes on epilepsy 

^ 


1) Absences: - Typical , Atypical. 

2) Generalized tonic clonic. 

3) Tonic. 

4) Clonic. 

5) Myoclonic. 

6) Atonic. 

7) Infantile spasms. 

C) Unclassified seizures. 

Treatment of epilepsy: 

1 - General measurement— >parentral worries about prognosis .present &future life 
style, education , marriage .pregnancy should be discussed and clarified 

2- During attack of convulsion 

a-first aid(emergency resuscitation) — ^should be done in every case regardless of 
seizure Duration and should be taught to parents so they can do it at home: 

-put in left lateral position 
-extend the neck / elevate the jaw 
-remove tight clothes/donot restrain 
-nothing per mouth (even tongue depressor) 

-no mouth to mouth breathing 

b-suction&cleaning^an oropharyngeal airway may be needed 
c-give O 2 if patient is cyanosed or convulsing >2min 

d-emergency drugs^the drug of choice diazepam .3mg/kg/dose(10mg/2ml) slowly IV 
can be repeated after 1 0 min 
if convulsion stop during injection stop injection 

if no venous access the same dose can be given rectally by insulin syringfwithout 
needle) 

3- Long term therapy: 

-When to start? — >anti-epiletic drug is started usually after 2 nd afebrile attack 

Ques -Should treatment with antiepileptic drugs be started after the first seizure in a child? 
Answer-"Delaying" treatment until after the second seizure does not adversely affect 
the long-term chance of epilepsy remission 
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-How to start?— ►perferlably use one drug only(monotherapy) on the lowest dose 

that control condition 

if polytherapy ensure that used drugs are compatible with each other 

-Which drug ? 

-Phenobarbital 

Dose 3-8mg/kg/day 

Preparation sominaletta syrup 15mg/5ml 

Tablet 15mg/tab 
Amp 40mg/ml 

- Pheytoin 

Dose 1 0-1 5mg/kg/day 

Preparation.... epanutin amp 250mg/5ml 
Epanutin susp 30mg/5ml 
-Carbamazepine 
Dose .... 1 0-20mg/kg/day 

Preparations tegretol susp 100mg/5ml & tab 200mg/tab 

Tegretol CR 200&400mg/cap 

-valproic acid 
Dose 20-30mg/kg/day 

Preparation... convulex drops 300mg/ml (lOmg/drop) &cap 150-300m/cap 
Depakine syrup 200mg/5ml &tab 200mg 

-clonazepam 

dose 05-,1 mg/kg/day 

preparation rivortil- apetryl-amotryl tablet ,5mg&2mg/tab 

Rivortil drops ,1 mg/drop 

In generalized epilepsy valproate &cabamazepine 

In petit mal epilepsy clonazepam&valproate 

-How much and how often? — ► 1 -the smallest dose to keep the child fit free 

2-give the drug in two or three doses per day 
-For how long? — >ttt lasts until the patient is seizure free for 2 years then the drug is 

withdrawn Very gradually over 3 months 
-Restriction— ► generally no restrictions in food .sports, beverage 
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Common Anticonvulsant Drugs(NTP 18) 


DRUG 

SEIZURE 

TYPE 

ORAL DOSE 

LOADING 
DOSE (IV) 

THERAPEUTIC 
SERUM LEVEL 
(pG/ML) 

SIDE EFFECTS 
AND 

TOXICITY 

Carbamazepine 

(Tegretol) 

Generalized 

tonic-clonic 

Partial 

Begin 10 
mg/kg/24 hr 
Increase to 20- 
30 mg/kg/24 hr 
tid 


8-12 

Dizziness, 

drowsiness, 

diplopia, liver 

dysfunction, 

anemia, 

neutropenia, 

SIADH, blood 

dyscrasias rare, 

hepatotoxic 

effects 

Clobazam 

(Frisium) 

Adjunctive 
therapy when 
seizures poorly 
controlled 

0.25-1 mg/kg/24 
hr bid or tid 



Dizziness, 
fatigue, weight 
gain, ataxia and 
behavior 
problems 

Clonazepam 

(Rivotril) 

Absence 

Children <30 kg: 
Begin 0.05 
mg/kg/24 hr 


>0.013 

Drowiness, 

irritability, 

agitation, 

behavioral 

abnormalities, 

depression, 

excessive 

salivation 


Myoclonic 

Increase by 0.05 
mg/kg/wk 




Infantile spasms 

Maximum 0.2 
mg/kg/24 hr bid 
or tid 




Partial 

Children >30 kg: 
1.5 mg/kg/24 hr 
tid, not to exceed 
20 mg/24 hr 




Lennox-Gastaut 





Akinetic 




Ethosuximide 

(Zarontin) 

Absence 

Begin 20 
mg/kg/24 hr 

— 

40-100 

Abdominal 
discomfort, skin 
rash, liver 
dysfunction, 
leukopenia 


May increase 

tonic-clonic 

seizures 

Increase to 
maximum of 40 
mg/kg/24 hr or 

1.5 g/24 hr, 
whichever is less 



Gabapentin 

(Neurontin) 

Adjuntive 
therapy when 

Children: 20-50 
mg/kg/24 hr tid 

— 

Not necessary to 
monitor 

Somnolence, 
dizziness, ataxia, 


[ 106 ] 


DRUG 

SEIZURE 

TYPE 

ORAL DOSE 

LOADING 
DOSE (IV) 

THERAPEUTIC 
SERUM LEVEL 
(pG/ML) 

SIDE EFFECTS 
AND 

TOXICITY 


seizures poorly 
controlled 

Adolescence: 
900-3,600 
mg/24 hr tid 



headache, 
tremor, vomiting, 
nystagmus, 
fatigue and 
weight gain 

Lamotrigine 

(Lamictal) 

Adjunctive 
therapy when 
seizures poorly 
controlled 

Individualized 
based on age and 
additional 
anticonvulsants 
(see Chapter 
593.6) 



Rash, dizziness, 

ataxia, 

somolence, 

diplopia, 

headache, 

nausea, vomiting 

Broad- spectrum 
anticonvulsant 
activity in 
various seizure 
types including: 
complex partial, 
absence, 
myoclonic, 
clonic, tonic- 
clonic, and 
Lennox-Gastaut 

Nitrazepam 

(Mogadon) 

Absence 

Begin 0.2 
mg/kg/24 hr 

— 

— 

Similar to 

clonazepam, 

hallucinations 


Myoclonic 
Infantile spasms 

Increase slowly 
to 1 mg/kg/24 hr 
tid 



Paraldehyde 

Generalized 
status epilepticus 

Make a 5% 
solution by 
adding 1.75 mL 
of paraldehyde 
to D5W with 
total volume of 

35 mL 

150-200 

mg/kg 

Maintenance, 
20 mg/kg/hr 

10-40 

Phenobarbital 

Generalized 

tonic-clonic 

3-5 mg/kg/24 hr 
bid 

20 mg/kg 

15-40 

Hyperactivity, 
irritability, short 
attention span, 
temper tantrums, 
altered sleep 
pattern, Stevens- 
Johnson 
syndrome, 
depression of 

Partial 

20-30 mg/kg 
in the neonate 

Status epilepticus 
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DRUG 

SEIZURE 

TYPE 

ORAL DOSE 

LOADING 
DOSE (IV) 

THERAPEUTIC 
SERUM LEVEL 
(pG/ML) 

SIDE EFFECTS 
AND 

TOXICITY 






cognitive 

function 

Phenytoin 

(Dilantin) 

Generalized 

tonic-clonic 

3-9 mg/kg/24 hr 
bid 

20 mg/kg 

10-20 

Hirsutism, gum 

hypertrophy, 

ataxia, skin rash, 

Stevens-Johnson 

sydrome, 

nystagmus, 

nausea, 

vomiting, 

drowsiness, 

coarsening facial 

features, blood 

dyscrasias 

Partial 

Status epilepticus 

Primidone 

(Mysoline) 

Generalized 

tonic-clonic 

Children <8 yr: 
10-25 mg/kg/24 
hr tid or qid 


5-12 

Aggressive 
behavior, 
personality 
changes, similar 
to phenobarbital 


Partial 

Children >8 yr: 
usual 

maintenance 
dose, 750-1,500 
mg/24 hr tid or 
qid 



Topiramate 

(Topimax) 

Adjunctive 
therapy for 
poorly controlled 
seizures 

1-9 mg/kg/24 hr 
bid 



Fatigue, 

cognitive 

depression 


Refractory 
complex partial 
seizures 




Tiagabine 

(Gabitril) 

Adjunctive 
therapy for 
complex partial 
seizures 

Average dose, 6 
mg tid 



Asthenia, 
dizziness, poor 
attention span, 
nervousness, 

tremor 

Valproic acid 

(Depakene, 

Epival) 

Generalized 

tonic-clonic 

Begin 10 
mg/kg/24 hr 

Intravenous 
preparation 
now available 
Studies in 
children under 

50-100 

Nausea, 
vomiting, 
anorexia, 
amenorrhea, 
sedation, tremor, 

Absence 

Increase by 5-10 
mg/kg/wk 

Myoclonic 

Usual dose, 30- 
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DRUG 

SEIZURE 

TYPE 

ORAL DOSE 

LOADING 
DOSE (IV) 

THERAPEUTIC 
SERUM LEVEL 
(pG/ML) 

SIDE EFFECTS 
AND 

TOXICITY 



60 mg/kg/24 hr 
tid or qid 

way 


weight gain, 

alopecia, 

hepatotoxicity 

Partial 


Akinetic 


Vigabatrin 

(Sabril) 

Infantile spasms 

Begin 30 
mg/kg/24 hr 
once daily or bid 



Hyperactivity, 
agitation, 
excitement, 
somnolence, 
weight gain 


Adjunctive 
therapy for 
poorly controlled 
seizures 

Maintenance 
dose, 30-100 
mg/kg/24 hr 
once daily or bid 



Note: Reports of 
visual field 
constriction, 
optic pallor or 
atrophy, and 
optic neuritis 


SIADH, syndrome of inappropriate secretion of antidiuretic hormone. 
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Should an EEG be done on all children who have a first afebrile seizure? 

This is a major controversial issue. Of new-onset seizures in children, about one third do 
not involve fever. The American Academy of Neurology has recommended that all 
children with a first seizure without fever undergo an EEG in an effort to better classify the 
epilepsy syndrome. Others argue that the quantity of expected information from obtaining 
EEGs for all cases is too low to affect treatment recommendations in most patients. They 
suggest that a selective approach to EEG use should be pursued, particularly for children 
with a seizure of focal onset, for children <1 year old, and for any child with unexplained 
cognitive or motor dysfunction or abnormalities on neurologic examination. 


Should all children with a new-onset afebrile generalized seizure have a CT or MRI 
evaluation? 

Although most adults with new-onset seizures should have a head imaging study 
(preferably MRI), the relatively high frequency of idiopathic seizure disorders in children 
often obviates a scan in those with generalized seizures, nonfocal EEGs, and normal 
neurologic examinations. Consider obtaining a cranial imaging study in the following 
situations: 

. Any seizure with focal components (other than mere eye deviation) 

. Newborns and young infants with seizures 
. Status epilepticus at any age 
. Focal slowing or focal paroxysmal activity on EEG 
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GULLIAN-BARRE’ SYNDROME 

J 

Icidence— >most common cause of acute paralysis in pediatric age group 

Cause— ► 

It usually follow viral infection (hence the name post infectious poly neuritis) 
sensitized lymphocytes cause demylination of the peripheral nerves mainly at 
junction of anterior & posterior nerve roots(spinal nerves). 

The damage is mainly motor 
Clinically — > 

1- motor manifestations(predominat):bilateral symmetrical weakness begins 
usually in the lower limb &progress to involve the trunk , upper limbs & finally 

the bulbar muscles— >Repiratory paralysis(ascending paralysis e bilateral total 
distal areflexia) 

2- sensory mainfestation— lender muscles &paraethesia in some cases 

3- autonomic maifestation— > in some cases urinary incontinence or retention , 
postural hypotension 

I.X.^ 

1- CSF protein cell dissociationffprotein , normal cell) 

2- nerve conduction pattern decreased 

3- EMG... denervation pattern 

4- serum CPK normal 

TTT— ► 

1- supportive.. ..in acute phase the patient must be hospitalized as patient may 
need 

mechanical Ventilation 

2- specific One of following ttts OR both 

a-IV immunoglobulin 0.4 g/kg/d IV for 5 d 

b-plasma exchange five exchanges of 50mg/kg/day over 7-10 days 

3- physiotherapy to restore normal function 


[ill] 


f \ 

Status epilepticus 

s j 

It is— >astate of continuous epileptic activity(clinical& / or EEG)for 30 min or more and/or 
serial attacks without return of consciousness in between for 30 min or more 
Management— > better in ICU . steps: A— >B— >C— >D— >E 

A- airway establish apatent oral airway by suction, semiprone oositionjjjut 

oropharyngeal airway tube 

B- breathing 1 -give 1 00% 02 by mask , or ambu bag 

2- lf needed assisted ventilation 

3- lntiatevpulse oximetry to maintain o2 saturation 
C-circulation... 1-asses pulse , BL.P .rectal tempreture 

2- insert IV line . draw blood samples for blood 

glucose, electrolytes, bicarbonate level CBC , 
anticonvulsant drug levelfif on ttt) 

3- start drip of glucose 10% as 2ml/kg , shock therapy if shocked 

Then IV fluids giving 2/3 of daily maintenance requirements 

4- ABG measurement 

D-DRUGS 

Stage 1— > 0-5 min no drugs 

Stage 2— >6-16 min 

First line drugs: a benzodiazepine 
a- Diazepamfneural 10mg/2ml)— > 

,3mg/kg/dose slowly IV 

,5 mg/kg/dose rectally by insulin syringfwithout needle) Can be 
repeated after 5 min 

b- Lorazepam— >Lorazepam, when available, is thought to be the most 
effective and has a longer seizure half-life than diazepam. 

Dose... infants and children: 0.1 mg/kg IV slowly over 2-5 min; 
repeat pm in 10-15 min at 0.05 mg/kg; not to exceed 4 mg/dose 
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c- Midazolam— ► 

Loading dose: 0.15 mg/kg IV 

Maintenance dose: 1 mcg/kg/min; titrate dose upward q5min until 
clinical seizure activity controlled 


Stage 3 — >16-35 min 

second line drugs phenytoin sodium or fosphenytoin 

-Phenytoin 

Loading dose: 18-20 mg/kg IV; hypotension may necessitate slowing administration rate; 
rate not to exceed 50 mg/min (hypotension and arrhythmias can otherwise occur); 
if status epilepticus persists, may increase to total of 30 mg/kg 
-Barbiturates 15-20 mg/kg over 10-15 min IV in single or divided dose 

-Midazolam 



After intial control of convulsions ... 

A maintenance dose of Phenobarbital(2-3mg/kg/dose iv /8-12h) 

+ phenytoin(2-3mg/kg/dose iv /8-12h) 
May be needed for 1-2 days to prevent recurrence 


Stage 4— ► >35 min 

Midazolam: ,1 mg/kg/hour (1 ml dormicum+100 saline infusion at arare of 2ml/kg/h) 
Pancuronium :,1 mg/kg IV entubation then mechanical ventilation 
Thiopental: 2-4mg/kg IV followed by constant infusion 2mg/kg/hour for 48 hour 
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Urine analysis 


Urinary system 


i 


How to obtain urine sample in pediatric? 

1- mid sream clean catch in older children wirh urinary Control i.e. i.e.who can 

Void on request 

2 - sterile urine bag in infants&young children who can not void on request 

3- catheter — ► 

4 - subrapubic aspiration — ► the ideal way to obtain sample 
sterile bag 

^9 (J LaLoJ l oVi'va j (jLllaVI ^-9 J *1^.1 


A-Physical 

properties 


Comment 

1 -aspect 

Clear 

Turbid — contaminated container, 
pyuria, crystaluria 

2-colour 

Amber yellow 

Deep yellow to orange- 

concentrated 

urine(dehdration) 

Bilirubin(hepatitis) 

Foods ...carrot 

Drugs..vit c&B 

Pink to red — haematuria,HB uria 

Foods.. 

Drugs. .rifampicine , 

Metronidazole 

Brown urineftea colored) — haematoria of 
renal Origin 

3-PH 

Acidic 

Average 6 

Alkaline — haematuria , uti with proteus, 
Renal tubular acidosis 
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4-volume 

1,5-3.5ml/kg/h 

Oliguria if<1 ml/kg/h(400ml/m7day) 

5-specific gravity 

1010-1020 

fwith concentrated urine eg:dehydration, 

Glucosuria,prtnuria 

jwith renal faiure, diabetes insipedus 

B-Biochemical 

Propertertes 



Ptotein 


Proteinuria--- >150mg/24H 

Mild 150-500mg/24h 

Moderate.. 500-2000mg/day 
severe... >2000mg/day 

Urobilinogen 

Traces 

t with hepatic jaundice(hepatitis A) 

Bile pigments normally abscent 

It appear with hepatic&obstructive 
Jaundice 

Glucose 

Nil 
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C- MICROSCOPIC 
PROPERTIES 



CELL 



1-R.B.C 

0-5 cell/h.p.f 

Haematuria if > 5 

N.B.mild haematuria Occur with Uti 

2-W.BC(pus 

cells) 

0-5 cell/h.p.f 

t with pyuria 

3-Epithelial 

cells 


t with vaginal candidiasis 
c/p:dysuria, ithing, discharge 
ix: urine analysis--- f epith cells 
ttt:topozol v cream 
twice/day for one wek 

Put afilm of cream bt labia 
majora 
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Crystals A-urate 

1 -dietary management 

^ jjj? CllLull ^ J U4 

Y- (jjJjjjJI j j ^caSI j 'A • Jja (jjjjjJlj A_li*JI Ajjc.yi 

ClAj^judfill ^ 4^11 a m V I ^ ^ HI ^ 'A -v 11 Aa^^SaI! ^ j^Ill ^ L_ll^)iJI ^jaJC- j 4-^ jj ja 1 V I ^ 


2- ffluid intake 

3- drugs: 

Urosolvin eff sachet 1/2-1 sachet twice daily 
Uricol eff sachet 1/2-1 sachet twice daily 
N.B colchicine is contraindicated < 2 years 

B-oxalate 

1- Dietary management 

1- ^VLu£jl j A jj^aII Aj^VI Jjli; <> £UI*VI 

£j|_^l : ^A j ^ V ^ l^-La j 

4- LatJt ( (J ji 4 jjJl 4 ^ 

AiiV j)^j /Ml 

2- ^SI £jJaj (J^ ^ JJ»*i 1 LS^ 0 A-jJ ^ Aj^C-VI 

jU^Ull JS\£1\ 4 ajLJl iLUnJl 4 jSl| 4 • (JIa 4 ^9 1 g ^ (j^ 

4 (Jjo 9^)£JI 4 4 ^ ^aJaL<i]all <j^alx^a ^9 AiLiJl jl <Jj£Jl 

j 4 . 

3 - (ji ^ 4 Cl)Vl-Jua£j yi (jA £sjja ^gic. Ajijii.y (jUii j jUi ^ 

Lal^a-Hla 0 0 i " '\1 , XjVI Aja£ jjjJSjiA oAa] (jLaII A_i 3 ^kL LaAic. 4 Aja A^.I_j]I <_j j^ll 

.1 ^ A Amj (Ja^oSj ii!12 j 4 La!^)a_llL« A * ^ <■ >-»'! (JjjliJ 1 4 V * (jj^J (JjjliA t j 

aaisja Y (jA jjSI <_j ijSII {^k liljliVj L*aL «.Ia1I f^gk ^Lill ^glc. ^2i V j diSUll (_^La1I 

2- ffluid intake 

3 - drugs 

Epimag eff sachet 
Citrocid mg plus eff sachet 

Dose <2 year 1/2 sachet twice daily 

>2 year 1 sachet twice daily 

c-phosphate 

acidification of urine by vit c(vitacid c eff tab ) — ,5-1 Gm/day 
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casts 

1- W.B.C cast — with pyelonephritis 

2- granular casts — also with pyelonephritis 

3- Hyaline casts — normal or with nephritic $ 

4- Rbc casts — G.N 

5- lipoid casts — nephritic $ 


f \ 

Urinary tract infection 

l J 

Incidence: uti is acommon infection in pediatrics especially females d.t. 
Short urethra 

In newborn&young children(<2 years) male to female incidence 
Is equal 

Aetiology: E-COL! responsible for 80-90%of cases 

Other organisms— ►proteus-klebseilla-pseudomonas 
GRAM +ve organisms can cause uti — >blood born infection from 
Distant septic focus 

C/p: commonly asymptomatic 

When symptoms appear they are no specific&not related to uriary system 


i.e. uti need to be in mind to be diagnosed 


lower uti 

Upper uti 

Mainly local manifestation 

Mainly systemic manifestation 

-^in infants 

-high fever 

-low grade fever 

-rigor V 

-crying or discomfort with 

-vomitting VV 

Urination 

-foul smelling of urine 
-^in older children 
-dysuria 

-suprapubic pain 
-frequency, urgency, hesitancy 

-incontinence. . . .common 
-no or low grade fever 

-pain in flanks 
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Investigations 

1 -urine analysis: 

Pus cells— >5 cell/hpf 
Rbc — may | d.t. congestion 


2- C.B.C: leukocytosis 

3- Urine culture :Wh©n? 

Scientifically in every case before start of antibiotic therapy 
But.... practically ...if pus cells > 20 or in recurrent uti 

4- kidney function tests: in prolonged or recurrent cases 


N.B 


N.B 

Occur In (precipitating factor): 

1 -vesicouretric reflux 

2- constipation — >the dilated rectum compress the bladder 

And cause voiding dysfunction 

3- obstructive uropathy e.g. posterior urethral valve 

4- inadequate ttt of attacks of uti 

5- urinary caliculi 

VV 6-bad toilet hygein especially youg females i.e 

Back to front washing— ^seeding vagina e microorganisms from 

stool 

Investigations: 

-unine analysis&culture -ultasonography 

-ascending cystourethrogram -IVP 


1- sing&symptoms of uti are present but no pus cells in urine analysis!? 

Suspect perinephric abscess 

2- low pus cell count in urine analysis which donot concides e severe c/p... 

Suspect presence of obstructive uropathy 

3- pus cells are present in urine but no growth in culture!? 

This is sterile pyuria which occur with T.B, Chlamydia, mycoplasm 

Recurrent uti 
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Treatment: 


1- tttof ppt factors 

2- antibiotic according culture & sensitivity test 



3-long term prophylaxis by SMX-TMP or nitrofurantoin In small 
doses for 6 months 

long term use of nitofurantoin cause peripheral Neuropathy SO giving vit B complex is 
essential 


Treatment: 


1 -instructions: very important 
-f fluid intake 
-encourage regular voiding 
-toilet hygein — ftont to back i.e. 

2 -drugs. 

-analgesic antipyretics — try to avoid declophenac group(nephrotoxic) 
-urinary antiseptics uricol eff sachets tds 

-antibiotics : 


Whar type? empirical antibiotic according to age group till c&s test 
-Neonates — ►ampicillin 1 0Omg/kg/day 

+ gentamycin 5-7mg/kg/day or amikacin 10-15 mg/kg/d 

-Infants^ceforiaxone 50-75mg/kg/day of choice 

Or cefotaxime 100-1 50mg/kg/day 


-Children— ► 

Nitrofurantoin — Dose 6-7mg/kg/day in 2 divided doses 

Preparations Uvamin retard cap(IOOmg) 
Macrofuran cap50&100 
Mepafuran cap 50&100 

SMX-TMP — Dose Icm/kg/day in 2 divided doses &y 2 tab /10kg/day 
Preparations septrin susp.sutrim susp 


If responding continue ttt otherwise shift to results of c&s test 
For how long? For 10-14 day 
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1- you can use 3 rd generation parentral for 5 days then shift to 
oral 3 rd gen e.g ximacef or orelox 

2- -aminoglcosides are more potent than 3 rd generation 

Cephlosporine against grame -ve 

3- 3 rd generation Cephlosporine are more potent than 

Aminoglcosides against proteus, pseudomonas, 
Klebseilla 

4- ceftazidime is the most potent against pseudomonas 
5 -ceftriaxone — is contraindicated in neonates with 

Hyperbilirubinaemia 

6- smx-tmp — not to be used before 2 months old 

7- first generation cephalosporines e.g 
Cephadroxil(biodroxil-duricef) 50mg/kg/day every 12 h 
Cephalexin 50-1 OOmg/kg/day 

They are excreted unchanged in urine so effective in 
Ttt of uti 

8- case of uti not responding to AB therapy suspect 
Presence of distant septic focus 
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Acute post streptococcal glomerulonephritis 

S - 

Aetiology: 

Autoimmune disease following urti or skin infection with group A beta 
Haemolytic streptococci 

Skin infection common in summer &late autumn 

Short incubation period 

URTI common in winter and early autumn 

long incubation period 

c/p: 

-Haematuria— ►smoky or cola colored urine 
-Hypertesion— ►usually do not exceed 200/120 
-Oliguria— ►urine oup put <400ml/m724h (1-2ml/kg/h) 

-Oedema— ►mild 
-Abdominal pain.vomitting 
-Pallor 

I.X: 

1 - Urine analysis— ► 

Aspect.... turbid 
Colour.... dark or cola colored 
Volume.... decreased 

Ph +alkaline 

RBC casts diagnostic 

2- Evidence of streptococcal infection— ► 

ASOT....f(with cases following URTI) 

C3 4 

Antihyaluronidase 

3- Kindy function test— ► 

Creatinine. . ..|(norml=, 3-1 mg/dl) 

BUN f (normal=10-20mg/d i.e urea*2) 

4- Serum K— ►t(normal= 3, 5-5, 3 mequ/l) 
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Ttt: 

1 - Eradication of streptococci: 

Pencillin procaine, oral pencillin or erythromycin for 10 days 

2- Oedema: 

Fluid restriction 
l salt in diet 

Diuretics lasix 1-2 mg/kg/day 

3- Hypertension: 

Mild lasix 1-2mg/kg/day 

Moderate to severe.... vasodilator e.g: 

Nifidipine dose — ,05-, 1 mg/kg/day oral or sublinual 

Preparations — epilat, adalat(10 & 20 mg/cap) 

Captopril dose — ,5-1 ,5 mg/kg/day(with caution if creatinine^ ) 

Preparation — capoten, capotril tablet 25&50 mg/tab 
Hydralasine dose — , 1-, 5 mg/kg/dose iv or im — ,25-1 mg/kg/dose orally 
Preparations — apresoline amp 20mg/ml &tablet 25mg 

4-TTT of complications: 

a -Hypertensive heart failure: the problem is volume over load 

So ttt is diuretics— 4asix 1-2 mg/kg /day 
b-Hypertensive encephalopathy 
Clinically:headache 

Blurring of vision 
Convulsion 

Disturbed conscious, semicoma or coma 
Treatment:^/ nifidedine--,1 mg/kg/dose sublingual 

Can be repeated after 10 min 
Up to 3 times 

(puncture acapsule &instill 5 drop sublingual) 

V Hydralazine--, 1-,2mg/kg/dose iv or im 

Nitroprusside--,5-2mcg/kg/min contiuous iv infusion 
In icu only 

Diazoxide— ,5-2 mg/kg/dose iv over V 2 min 

Then hift to usual ttt of htn until controlled 
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C-Renal failure: usually mild and transient 
1 -Oliguria 

N.B .... DD of oliguria: 

Prerrnal....hypovolaemia 

Renal.... intrinsic renal diseasefe.g GN) 

Post renal.... obstruction 
To differentiate bw different causes: 

1 - catheter test.... Urine so its dt postrenal 

..no urine so its dt renal or prerenal 

2- callenge test to dd bw renal and prerenal 
Ringers lactate or saline 20cc/kg over 30 min 
Followed by lasix 2mg/kg iv 

If no urine.... mostly renal 
If there is urine.... mostly prerenal 

a-Volume expanders: Ringers lactate or saline 20cc/kg over 30 min 
b-lnduction of diuresis: lasix 2mg/kg iv 

can be repeated in adose 10 mg/kg iv 
c-Fluid restriction: if upper measures fail to induce adequate diuresis 
equal to insensible water loss+urine output of previous day 
(usually 300 ml) 

Type of fluid. ..glucose:normal saline in aratio of 1:4 
No potassium until adequate urine flow is obtained 
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2-Hyperkalaemia: 

Diagnosis: 

A-serum K: 

Normal serum K— >3,5-5, 3meq/L 
Hyperkalaemia— >> 6meq/L 
B-ECG: 

-mild hyperkalaemia— prolonged R,tall peaked T wave 
-moderate hyperkalaemia— >as above+wide QRS comlex 
-severe hyperkalaemia— > as above+abscent P 
-profound hyperkalaemia— > asystole or ventricular fibrillation 

TTT: 

1 - Calcium gluconate. 

Dose — ,5 ml/kg very slowly iv 
Action — antagonise cardiotoxic effect of K 
Duration of action — 1 hour 

2- Sodium bicarbonate 

Dose — 2 meq/kg(4ml of 5%) over 10-15 min 
Action — intracellular shift of K 
Duration of action — 2 hour 

3- Glucose&insulin 

Dose — ,1 unit for every ,5 gm glucose(=2cm of 20%) 
Action — intracellular shift of K 
Duration of action — 4 hour 

4- Salbutamol Dose — ,1-,3 ml/1 0kg neubilizer 

5- K chelating agents 

Dose — Igm/kg orally or by high enema 
Action — remove K from body 
Duration of action — 2 hour 

6- Dialysis if above measures failed 
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r~ 

Nephritic syndrome 

— — - mJ 

Def & c/p : the characteristic features of “N.S.” are: 

1 . Heavy proteinuria > 2 gm/24hours 

2. hypoalbuminemia&hpoproteinaemia( normal level of prtn 6-8gm%&albumin 4.5- 
5gm%) 

3. edema severe generalized 

4. hyperlipidemia ( normal serum 150-250mg%) 

Types: 

- Classification of N.S: 

1. idiopathic "90%”: 

a. minimal change nephrotic syndrome 85% 

b. focal segmental glomerulosclerosis 1 0% 

c. mesangial proliferation 5% 

2. 2ry to membranous nephropathy, membranous proliferative 
GN, lupus, Henoch Schonlein purpura, HBV, HCV, HIV... 

3. Congenital e.g. Finnish syndrome "AR" 

-Histological types: 

1 . Minimal change nephrotic syndrome: MCNS "85% bet. Age gps 2-6yrs" 

2. focal segmental glomerulosclerosis: FSGS "10%" 

3. membranous proliferative glomerulonephritis MPGN "5%" 

4. membranous 

Investigation: 

1st line: 

1 . Urine analysis and pt. protein creatinine ratio 

2. CBC 

3. RFT: to know if there is some thing affecting the kidney 

4. lipid profile : for confirmation of diagnosis 

5. serum albumin 
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Others; 2nd line: 

1 . Complements "C3 - C4 are usually normal b/c. MCNS is the 
commonest, if they are abnormal "low level" think for other 
causes and u may consider renal biopsy. 

2. ANA: b/c. there are many c/t diseases that affect the kidney, 
this is for screening for that. 

3. ANCA: 

• definitely is not a 1st line 

• is not needed until u have a reason 

• SLE don't give u +ve ANCA 

• SLE gives : 

+ve Anti dsDNA 
+ve antiphospholipid Ab 
+ve ANA 

ANCA: +ve in case of Wegener and poly arteritis nodosum PAN which is usually 
rare 

4. LFT: generally is not needed, but some time can be valid b/c. 
there is a certain type of N.S. like MPGN could be related 

to hepatitis 

5. Renal biopsy: is not need as 1st line 

6. US. : Really will not tell any thing a part from enlarge, 
echogenic kidney which is really not specific and not help 
toward the diagnosis. 

Treatment of N.S. 

A-SUPPORTIVE TTT: 

1 -reasons for admission: 

-first episode 

-severe generalized edema(anasarca) while simple edema e.g. puffy face in every 
morning does need for admission 

-presence of severe infection, electrolyte disturbanceor hypertension 
-acute renal failure 

-Serum albumin <2 g/dl: which result in sever edema, so will not response to simple 
diuretic .so, we need infusion of albumin so, pt. has to be admitted. 
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2- activity: no restriction of activity except e anasarca or R.D 

3- Diet: salt restriction & high protein diet 

4- Any associated condition u have to care of it e.g. infection treated with antibiotic 

B-DIFINTIVE TTT: 

1 - heavy proteiurea without massive edema— ► corticosteroid only: 

prednisolone— ^mg/kg/day in single or in two divided doses 
for 8 weeks 

— > 1 .5 mg/kg/day single morning doses every other day for 8 weeks 
— > 1 mg/kg/day single morning doses every other day for 8 weeks 
— > ,5 mg/kg/day single morning doses every other day for 8 weeks 

2- heavy proteiurea with moderate edema— ► 

diuretics— 4asix 2mg/kg/day 
then corticosteroids 

3- heavy proteiurea with massive edema— > 

Salt free albumin — >5ml/kg over 2 hours IV (albumin 20% solution) 
diuretics — >lasix 2mg/kg/day IV (otherwise volume over load will occur) 
then shift to oral diuretics &C.S.T 

4- frequent relapse — ► Cyclophosphamide 2-3mg/kg/day single dose for 8 weeks 
Main S/E is bone marrow suppression, lead to 

neutropenia (quickly develop) + hge cystitis, although thedose is very low in 
compare to that used forchemotherapy. So, u need to check WBC / wk initially for 
3-4wks if its stay well, then u can stop checking or check it every other wk or less freq. 
U have to use steroid daily or every other day, when he get remission tapering the 
Dose 

Indication of renal biopsy: 

1. Freq. relapse N.S. 

2. no response to treatment 

3. Steroid dependant N.S. 

4. Steroid resistance N.S. 

5. Others e.g. age <2yrsor >10 yrs, associated hypotension or renal dysfunction. 
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Nocturnal enuresis 

■ J 


Bedwetting and daytime wetting 


Nocturnal enuresis refers to wetting whilst asleep. It usually occurs In normal children and Is due to & d^lary In the development of the normal sphincter 
control mechanisms. Day and night wetting (diurnal enuresis) may be due to poor bladder sensation or bladder muscle I net a hi llty. Secondary - enuresis refers 
to wetting In a child who had previously been dry r and Is often associated with psychological stress 



It is— > repeated involuntary voiding at night beyond the expected age for bladder 


Primary nocturnal enuresis 

* Common: 10%, of ^-year-olds and 3% 

of 12-year-olds wet the bed once a week 

* Often familial. Iwlce as common In boys 
than girls 


Causes 

* Delayed maturation (often familial) 

* Emotional stress 

* Urinary tract Infection 

* Edyurla due to diabetes or renal 
disease 


Causes of secondary enuresis 

* Emotional upset 

* Urinary tract Infection 

* Diabetes mellltus 


Causes of diurnal enuresis 

* Urinary tract Infection 
■ Neurogenic bladder 

* Congenital abnormality 
(e.g, ectopic ureter) 

* Severe constipation 

* F^ychogenlc, due to stress 

* Sexual abuse 

* Physiological (urgency) 


control 


Which is usually 5 years 

Management 

A-evaluation of condition 

1-type— ► 

1 -primary it’s continuation of the involuntary control in the earlier years l.e the child 
has never Attained bladder control 


Jjilb A >»Vi \ £ 1**^ 4_uJ diB A jUlI ol Jjl Lot <c-Luj o] jll It 

represents 80% of cases 

+ve family history usually present 

2-secondary it’s the involuntary voiding in previously trained child l.e the child has 
Attained bladder control for at least 6 months 


JjllU A > »■ 9*1 Iaj ^ .n v . . a‘« . .i a 1 1 Ji] 


2-time— ► 

1- nocturnal its night time incontinencefbed wetting) 

2- diurnal its both day time & night time incontinencefcontinuous wetting) 

3- 
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Common causes of diurnal enuresis: 

Pediatric unstable bladder (uninhibited bladder)— >mot common cause 
Cystitis 

Ectopic ureter and fistula 

Sphincter abnormality (epispadias, exstrophy;urogenital sinus abnormalities) 
Neurogenic 

3-associated clinical manifestations: 

-in primary type— ^search for mental retardation , sacral 
anomalies(spinabifida,meningoc Urological anomalies 
-in secondary type— ^search for UTI , polyuria .emotional stress 
B-investiqations — > 

-urine anlysis.. 

..to excude UTI & crystaluria 

...specific gravity or osmolality, or both, to exclude polyuria as a cause of 
incontinence and to ascertain that the concentrating ability is normal. 

...The absence of glycosuria should be confirmed. 

-ultrasonography with or without a voiding cystourethrogram...to exclude urological anomalis 
-urodynamic studes 

-x ray on sacral spines to exclude spina bifida 


c-treatment — > 

- in every case ttt of any organic cause must be done first e.g UTI 


5-6 vears 


> 5 years j no treatment^! I this age the condition is considered physiological) 


non pharmacological therapy i.e simple instructions — > 

1- fluid intake should be restricted 3 hours periorto bed time 

2- child should void before going to bed 

3- child should be awakened 4 hours after he goes to bed to have him void 

4- easy access to bathroom and privacy in bathroom 

5- motivational counseling: 

-reassurance of child & parentfexplain that the condition is self limited) 
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-avoid punitive measures (very important) — n.e 

No blaming or punishment as it aggrevates the condition 
On contrary praise & reward the child for dry nights 
6- bladder training exercises — >help to stretch bladder &|its capacity 

-bladder stretching by holding urine as long as possible during daytime 

-increase fluid intake by daytime 

-stream interruption as much as possible during voiding 


> 6 years 


as above +pharmacological therap 


Drugs for nocturnal enuresis : 

1 - anticholinergics 

Mechanism:spasmolytic action on bladder musculature leading to f bladder capacity 

Dose 5-10 mg/kg/day single dose at bed time 

Preparations uripan & detronin tab— ^mg/tab syrup^5mg/5ml 

N.B ^Bellacid tab belongs to this group e good results 

Exclusion of UTI must be done first otherwise urinary retention may 
occur 

2- tricyclic antidepressant 

Mechanism:have acentral &peripheral anticholinergic effect also it may ^secretion of ADH 

Dose... 


- < 6 years: Not established 

- 6-12 years: 10-25 mg PO hs; if response inadequate after 1 wk of therapy, 

increase by 25 mg/d PO; not to exceed 2.5 mg/kg/d or 50 mg/dos 
-> 12 years: Not to exceed 75 mg/dose 
if no response after 1 month stop drug and shift to other line 
if favorable response continue on same dose for another 2 months then 
gradual tapering 

preparations tofranil tab 25mg/tab 

3-desmopressin 

Mechanism:synthetic analogue of antidiuretic hormone(ADH) 

Preparations:minirin ....nasal (100 mcg/mL rhinal tube) ....PO (0.1- and 0.2-mg tab) 
Dose :lf no response within 2 weeks increase dose to 20mcg/dayPo 0.05-0.2 mg/d Po 
at bed time 
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Dermatology 
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Dermatology 



A-PTERIASIS ALBA (patchy hypochromia) 


Causes —►parasitic investation 
—►vitamin defeciency 

Treatment— ► 

1- ttt of parasitic investationfsee GIT DRUGS) 

2- vitamin supplementation— ► 

Multivitamins 

- Drops (for younger infants) 

Preparations — ►enfavit, bebe vit, polyvit drops 
Doseffor younger infants) — > 

< 6months ....no need for vit supplementation 

6months-1 year ^ ^ SjU»s 

>1 year ejUaa 

- Syrup(for older children) 

preparations— ►totavit, vitam, alvital, multisanostol, KG ron,fruital syrup 
Dose— >-5-1 Oml/day 

- chewable tablets 

Preparations— ►centrum, chewa-vit, juniors, U.B chewable tab 
Dose— ►l^ tab/day 

3- topical corticosteroids: 

Perderm 1% , diprosone, locacorten vioform cream 

llAjJ <j 


B-INFNTIL ECZEMA 


C/p^ redness ,mild swelling on cheeks&chin 

On &0ff e jjs j 

Common in 
TTT— ► perderm cream 

twice daily until disappear 
never to get in contact with eye 
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C-URTICARIA 


Causes— ► ingestant(diet) 
inhalant(pollens) 
injectant(drugs) 

contactant(^L^' •—aUl'yi (j* 

C/p— awheel 

TTT^ 

A-antihistamines 

1- First generation 
— ►fenistil drops 

1-2drop/kg/day 

safe from first day of life(cause sedation) 

—mothers ...tavagyl , primaln , phenergan , allergyl .allergyx syrup 

2- second generation 
a-low sedating 

— >citrizine suiphate 

Preparation cetrak syrup& tab 

zyretic , histazine 1 syrup &drops 
-^can be used from 6 months ongoing 

Dose < lyear 2.5ml/day single dose at night 

> 1 year 5ml/day single dose at night 
b-non sedating 
— >loratidine 

—►can be used after 1 year 
Preparations — loratan , mosedine , claritine syrup 

Dose 1-2 years 2.5 ml/day & > 2 years 5 ml/day 

— ► desloratidine 
-desa , deslorat syrup 
— ►evastine 


—►can be used after 2 
B- Soothing agents 

Pan-d , bringo , rash stop , roni derm , no rash , hi derm 

Aa. l^c-Lo ~ 

C-corticosteroids — in severe cases only 

Perderm cream twice daily never to get in contact with eye 
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N.B 

Popular urticaria 

Causer-allergic reaction to insect bite 
C/pron extremities &face(area exposed to insect bites) 
TTTr antihistamines + perderm cream 


Napkin dermatitis 

it inflammation and erythema of diaper area 

Types— > 

1 - contact napkin dermatitis d.t prolonged contact with urine and stool or soap 

No involvement of groin creases 

2- monilial napkin dermatitis d.t supperadded cadidial infection 

Groin creases are involved 


TTT — > < • ^ 

JjjlSj ) * oAa] AAj m&a 4 4qL'u Lai 

(4 uiVl ^ JjxJI <^g ) J K ^ 

4^Jali^Jl j4*j Ale. j ^L&^» (jjfL (jLb Jl 

1 -mild cases preparations containing zinc oxide e.g 

Zinc olive lotion, cream 

o-z cream , three z cream 

no rash , rash stop cream , camo cream (75 gm) 

2-moderate case&severe cases combined preparations of CST+antifungal e.g 

Daktacort cream , Nystaform cream 
Miconaz-H cream , nice-baby cream 
they are used for 5 days then one of the following preparations is used: 

miconaz cream 

daktarin cream , pevaryl cream 
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f ; ^ 

causes of fever with rash 

■ 


Very Sick People Must Jake Ease 

1- varicella(chickenpox) 

Fever— Ht start with rash. Fever can be mild or high and remain for 2-3 days 
rash— nt start in 1 st or 2 nd day 

characters of rash— ► centripetal.... appear on trunk and fadestowards face&extremities 

pleomorphic.... different types of rash are present at same time 
e.g vesicles, papules, pustules 
successive croups 
pruritic 

TTT— > example: 

1- antihistanime fenistil drops 1 drop/kg at night 

2- soothing agents pan-d , bringo , rash stop, Hiderm lotion jN 

3- antipyretic brufen syrup wt/2 every 8 hour 

4- no AB c ^ 

2- scarlet fever 

fever — >it reaches 39-40 c on 2 nd day and return to normal over next 5 days(earlier e AB therapy) 
may be associated with vomiting and abdominal pain 
rash— nt appears on 1 st or 2 nd day soon become generalized, 
it appears as fine paular rashfsand paper or gooseflesh). 
face appears flushed e circum oral pallor 
it remains for 3-5 days and fades with branny desquamation 
characteristic features— > pharyngitis and strawberry tongue(white then red strawberry tongue) 
ttt^ 

■antibiotic. . ..erythromycin 
Amoxicillin 

Amoxicillin clavulinic acid 

-antipyretic cetal supp or brufen syrup 

?JjJ! jjl ^ jjjij fVi v>(for fear of PSGN) 

3- plaque ??? 

4- measles 

fever— nt rises gradually during first 4 days to reach 40c with appearance of rash, 
then after 2 days it decline to norml 
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it is associated with severe cattarhal manifestationsfrhinitis, cough, conjuncitivitis) 
rash — ^it appears in the 4 th day first behind ear then become generalized 
it fades over next 3 days ,it remain for 6 days 

characteristic features — >koplik’s spots(as sand grains opposite the lower molar teeth) 

TTT— > 

-antipyretics.. ..paracetamol or ibuprofen 

-nasal decongestants &eye drops nostmine n/e drops 

5- tvphoid see typhoid fever micellenous topics 

6- ervsipelas 

; ^ 

Roseola infantum(Exanthem sabitum) 

fever— 4t rises rapidly to 39.5-41 c and remain for 3-4 days 
rash— >it appear in 4 th day with the drop of fever &remain for 24 h 

v ) 
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Other topics 
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HEADACHE 

- 


w 


Tension headache 

* 'Band-llke' pressure 

* W'crse late In the day 

* Precipitated by stress 


Migraine 

•Sometimes unilateral 

* Epleodlci, but can b s frequent 

* Nausea arid vcmftfng 

* Family htetory 


Sinusitis 

• Bony tenderness 

• Nasal congestion 


Dental carles 



Raised Intracranial pressure 

• Worse fn mornings and with lying down 

• Vtornftlng 

• Fa pill oedema 

• Focal n eurolcgi'ca I signs 

• Hypertension and bradycardia If severe 


Infection 

• Signs of meningitis 

* Intercurrent Illness 


Analgesic headache 

• With frequent use of non-steroidal 
antf-lnflammatory drugs (NSAlDs) 

• More common fn teenagers 


Hypertension 


What you need from your evaluation 


History 


* Is there a family history of migraine? Mlgrafne often tends to be familial 

* Obtafn a goad description of the headaches Are they unilateral er bilateral? fensf on 
headaches are described as a tight band around the head. Fain In the frontal bones 
may suggest sinusitis. Mi'gralne Is classically throbbing 

* Are there associated symptoms? Ask about vomiting and blurred vision, which may 
be features of rai'sed IGF 

* A headache that fs worse fn the morning or tvhen lying doivn suggests rafsed IGF 

* Visual auras, such as halos cr zigzag Ifnes, are suggestive of mfgralne 

* Photophobia and neck stiffness fn addltfon to headache would suggest meningitis, 
although they can occur In non-speolfifc vfral Infections 

* Ask about nasal congestion and pain fn the teeth cr ears as Infection arcund the 
skull can present as headache 


Examination 


i Record the blood pressu re 
Feel the pulse: fs there a relative bradycardia? 

' Ettamfne the fundi: lookforslgns of papllloederna 
i Are there any' focal neurological signs? 

-cerebel la n ny stagm us, ataxfa, Intention t rem or 

-infratentorial: cranial nerve palsies 

-cerebral: focal seizures, spasticity 

-pltuftarys endccrlne dysfunction, visual field 

defects 

i Look for evidence of dental carles, sinus tenderness, 
audible cranial bruits (suggests arteriovenous 
malformation) 


Investigations and their significance 


m Cf or MRI brafn scan 


Indicated If signs of raised IGF or any focal neural ogfca I signs, or If headache Is persisting and net responding to normal 
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N.B 

the main priority is to rule out diagnostic possibilities that may be life-threatening: 

• Malignant hypertension 

• Increased intracranial pressure (e.g., mass lesion, acute hydrocephalus) 

• Intracranial infections (e.g., meningitis, encephalitis) 

• Subarachnoid hemorrhage 

• Stroke 

• Acute angle closure glaucoma (may appear as a headache, but rare in 
chiAbnormal neurologic signs 

N.B 

When should neuroimaging be considered in a child with headache? 

• Headache increasing in frequency and severity 

• Headache occurring in early morning or awakening child from sleep 

• Headache made worse by straining or by sneezing or coughing (may be a sign of 
increased ICP) 

• Headache associated with severe vomiting without nausea 

• Headache worsened or helped significantly by a change in position 

• Fall off in linear growth rate 

• Recent school failure or significant behavioral changes 

• New-onset seizures, especially if seizure has a focal onset (see previous discussion) 

• Migraine headache and seizure occurring in the same episode, with vascular 
symptoms preceding the seizure (20-50% risk of tumor or arteriovenous 
malformation) 

• Cluster headaches in any child or teenager 



CLASSIC HEADACHE OF INCREASED INTRACRANIAL PRESSURE 


1 . Awakens patient from sleep at night 

2. Pain present upon awakening in the morning 

3. Vomiting without associated nausea 

4. Made worse by straining, sneezing, or coughing 

5. Intensity of pain changes with changes in body position Pain lessens during the day 
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Typhoid fever(enteric fever) 

V j 

etiology ^salmonella typhi 

incubation period— > 1-3 weeks 
c/p— > 

-in young infants 

- ranges from mild GE to severe fulminant septicemia without diarrhea 
-Fevere anorexia lethargy weight loss hepatomegally 

-in older children (it resembles adult typhoid) 

-begins e high fever, headache, malaise, myalgia, anorexia, vomiting, + chilly sensation 
-diarrhea in early stage in <50% of patients, but constipation is noted in later stages 
-realative bradycardia despite high tempreture 
-cough is often present 
-abdominal distension&tendemess 

-palpation of abdomin: spleen is mildly enlarged, softand tender 

Doughy sensation+gurgling when cecum is palpated 
-macular(rose spots)or maculopapular rash may appear on chest&tmnk on 5 th day 
of illness 

-convulsion may occur 

-by the end of frist week, the child may be very sick with confusion, delirium, and stupor 

LX. — 

-CBC— ^relative leucopenia early in the disease 

-blood culture— ^positive during 1 st week 

- stool, urine&bone marrow culture— ^positive during 2 nd &3 rd week 

- widal test — > 

Widal test measures antibodies against O and H antigens of S. Typhi 
but lacks sensitivity and specificity in endemic areas. 

Because many false-positive and false-negative results occur, diagnosis of typhoid 
fever by Widal test alone is prone to error 

-usually positive during 2 nd &3 rd week 

-high titer of 0 (> 4 folds normal ie 1/360) — ► suggest the presence of active infection 
-high titer of H — ^suggest past infection or past immunization 
False negative— > early in the disease(during 1 st week) 

Early ttt with proper antibiotics(may suppress antibody formation) 
False positive— > previous TAB vaccination(high 0 +high H) 

Anamnestic reaction(non specific agglutination e other 

non slamonellal antibodies) 
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TTT 


-general supportive: 

Antipyretics 
Soft diet&liquids 

Adequate fluid&electrolyte balance 

-antibiotics: 

-Oral... 


Fluoroquinolones ? only >18 year old 

oral 3 rd generation cephalosporine (the best oral therapy) 


-oral 3 rd 




generation 

1-cefixime 

8 mg/kg/day single dose 
or 

in 2 divided doses VV 

Ximacef &suprax 

Susp 

100mg/5ml 
cap 200mg/cap 

Not antistaph 

Not antipseudomonal 

2-cefpodoxime 

lo mg/kg/day in 2 divided 
doses 

Orelox susp 40mg/5ml 
Tab lOOmg 

Used mainly in ttt of 

Uti , typhoid fever, OM 
& sinusitis 


amoxicillin lOOg/kg/day in 4 divided doses(high relapse rate) 
chloramphincol 50-100 mg/kg/day oral or iv 
SMX-TMP lcm/kg/day in 2 doses 

Azithromycin lOg/kg on day 1, followed by 5 mg/kg for 7 days 

-Parentral 

3 rd generation cephalosporine 

Cefotaxime 100-150mg/kg/day in divided doses 
Ceftriaxone 50-75 mg/kg/day single daily dose 
Ceftazidime 100-150 mg/kg/day in 2 divided doses 
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OPTIMAL THERAPY 

ALTERNATIVE EFFECTIVE 
DRUGS 

SUSCEPTIBILITY 

Antibiotic 

Daily Dose 
(mg/kg/day) 

Days 

Antibiotic 

Daily Dose 
(mg/kg/day) 

Days 

UNCOMPLICATED TYPHOID FEVER 

Fully sensitive 

Chloramphenicol 

50-75 

14- 

21 

Fluoroquinolone, 
e.g., ofloxacin or 
ciprofloxacin 

15 

5-7 


Amoxicillin 

75-100 

14 




Multidrug resistant 

Fluoroquinolone 
or cefixime 

15 

5-7 

Azithromycin 

8-10 

7 



15-20 

7-14 

Cefixime 

15-20 

7- 

14 

Quinolone resistant 

Azithromycin or 
ceftriaxone 

8-10 

7 

Cefixime 

20 

7- 

14 



75 

10 - 

14 




SEVERE TYPHOID FEVER 

Fully sensitive 

Ampicillin or 
ceftriaxone 

100 

14 

Fluoroquinolone, 
e.g., ofloxacin or 
ciprofloxacin 

15 

10 - 

14 



60-75 

10 - 

14 




Multidrug resistant 

Fluoroquinolone 

15 

10 - 

14 

Ceftriaxone or 
cefotaxime 

60 

10 - 

14 






80 


Quinolone resistant 

Ceftriaxone 

60-75 

10 - 

14 

Fluoroquinolone 

20-30 

14 
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Ricket 

It is rickets? 

1 - skeletal mainfestations — >most important diagnostic featured 

-head large head, frontal bossing, delayed closure of fontanel, delayed teething 

-thorax.... rosary beads(enlarged costocondral junction) 

Harisson sulcusflongitudinal groove at lower costal margin) 

Longitudinal sulcusfvertical groove behind rosary beads) 

+ chest deformity 

-limbs broad epiphysis at lower end of ulna&radius 

Marfan signftransverse groove palpated over the medial malleoli) 

+ limb deformity 
-spine correctable kyphosi 

2- muscular mainfestations : 

-delayed motor developmentfdelayed sitting , crawling , standing , walking) 

-abdominal distension 
-viscerotois(palpable liver &spleen) 

3- neuroloqical Mainfestation : 

-anorexia .irritability , sweating 
-tetany 

what is the cause? 

Causes of rickets: 

a-nutritional most common(vit D jrickets) 

due to defective intake or synthesis of VIT D e.g: 

-prolonged breast feeding or fresh cow milk with out VIT D supplementation e food rich in VIT D 
-lack of exposure to sun rays 

Clinically usually between 6 months-2years &dietitic error is ujually evident 

Laboratory . ... Normal serum Calcium , low phosphate , high alkaline phosphatase 
Threapeuticallv ... there is good response to ujual dose of VIT D . such response can 
be denomestrated radiologically after 2-3 weeks of intiation of therapy 
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b- non nutritional ricketsfVIT D resistant) 

due to defective absorption (malabsorption $ .celiac disease .steatorrhea) 

defective activation (renal rickets &hepatic rickets) 

clinically usually after 2years OR before 6 months 

theraouticallv do not respond to usual dose of VIT D 


conclusion 


—►radiological signs of healing in nutriyional rickets start after 2 weeks of onset 
of VIT D therapy(healing rickets)&become completed after 4weeks(healed rickets) 
failure to respond to VIT D after 4 weeks should suggest VIT D resistant rickets and 
some investigations are necessary to identify the causitive disease 
I.X.— ► 1 -serum Calcium , phosphate , alkaline phosphatase 

2- acid base balance (to detect metabolic acidosis) 

3- evaluation of renal function 

Its active or not? 

1 -radiological — ► plain X ray on wrist (better on knee Bone growth is most rapid in this 
area, and rachitic changes are seen earliest at this location.) will show signs of 
activity: 

. Cupping, fraying, and irregularity of the metaphyses 
. Widening of the physis as a result of increased osteoid 
. Loss or increased separation of the zone of provisional calcification 
. Periosteal reaction (appears to separate from diaphysis as a result of increased 
osteoid) 

. Coarsening of trabeculae 
. Loss of bone density 
. Bowing of long bone 
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2-clinicallv — > 

Presence of skeletal mainfestation do not mean that it is active rickets, but presence of 
Hypotonia (muscular mainfestatoin) or tetanyfneurological mainfestation) are signs 
Of activity 

1 - history of motor development — ^delayed motor development indicate activity 

2- history of VIT D intake— ^absent intake favour activity 

3- presence of latent tetany 

What is the Treatment ? 

1 - correction of dietitc error diet rich in VIT D e.g... 

jLolaIi 

2- exposure to ultraviolet sunrays AWij i ^ 

3- drugs— ► 

a-VIT D 

Dose prophlyaxsis 400 iu/day 

Treatment 2000-3000 iu day 
Preparations drops— ► vidrops 100 iu/drop 


syrup — >decal B12 , calci-cal , vitacal 
(each 5ml=1 000IU VITD+50mg Ca +10 meg VIT B12) 

b-Calcium (only in severe cases not in mild to moderate cases) 

Dose 40mg elemental Ca/kg/day 

reparation Hical (78 mg elemental Ca/5ml) 

Cal-D-Bl2 OR CAlcid Bl2(50mg elemental Ca /5ml) 
Calcium Sandoz (110 mg elemental Ca /5ml) 



Roughly 

vidrops 1 0 drop tds 

Hical 5ml/day or every other day 
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Neonatology 



The first breath 

* Clamping the umbilical cord and 
response to cold stimulates the 
baby to take its first breath 
within a minute of birth 

* Lung fluid is actively reabsorbed 
as well as being expelled during 
delivery 

* Surfactant in the alveoli helps 
them to expand and fill with air 

* Most babies can be dried and 
given straight to the mother, 
Occasionally, the onset of 
breathing may be delayed and 
the baby requires resuscitation 


Umbilical cord 

* Normally has two arteries and one vein 

* After clamping it dries up and usually 
separates from the baby within the first 
week. It can be a site of infection 


Vemw. 

* A white waxy substance that 
is often present, especially in 
preterm infants. Thought to 
provide insulation and 
lubrication 


Brea st feeding 

* A healthy baby can be put 
straight to the breast and 
will suckle soon after birth 
(see Chapter 7) 


Resuscitation 

* Usually, simple stimulation, drying 
and warming is sufficient but resusc- 
itation may be needed in some babies. 

I Oxygen can be given by bag and mask 
and the baby placed under a warmer. 
Intubation may be needed, especially 
if the baby has aspirated meconium 


Mortality statistics 

* Stillbirth: a baby (>24 weeks gestation) 
who shows no signs of life after delivery 
(including no heart beat) 

* Perinatal mortality rate: Stillbirths and 
deaths within the fi rst week of life per 
1000 live-born and stillborn infants; 
approximately 3 per 1000 in the UK 

* Infant mortality rate: Number of deaths 
in the first year of life per 1000 live-born 
infants 


Os statio n 

* Full -term: born between 37 and 42 weeks 
gestation 

* Preterm: born before 37 completed weeks 
gestation 

* Post-term: born after 42 completed 
iweks 


Birth weight 

* Small for gestational age: 
birth weight <10th centile 

* Very low birth weight; <1500 g 

* Extremely low birth weight: <1000 g 
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Neonatal Examination 

' J 

All newborn babies a re carefully examined in the first £4 h of life to check that they are healthy and to detect congenital abnormalities, some of which may 
not be obvious to the parents. The baby should be fully undressed in a warm room and exa m ined from head to toe. Ask the mother if she has any concerns 
and whether there is any family history of note. Tor example of deafness or congenital dislocation of the hips 


General observation 

* Weight, length and head circumference 

* Maturity 

* Muscle tone 

* Reflexes: Mono grasp, suck and rooting 

* Is this a healthy baby who is feeding well? 


Face — dysmorphic features? 

* Low set or simple ears 

* Inner epica nth ic folds 

* Mongolian or anti- Mongolian slant of eyes 

* Symmetry of face and mouth 

* Accessory auricles and pne-aurioular pits 

* Micrognathia (small chin) 


Heart 

* Cyanosis 

* Heart; failure (tashypnoea. hepatomegaly) 

* Heart murmur 

* Femoral pulses (coarctation) 

* Apex beat (dextrocardia) 


Back and spine 

* Spina bifida or posterior oncephalocele 

* Mid line naevus, lipoma or deep sacral pit 
can suggest an underlying spinal 
abnormality 


Hips 

* Barlow and Ortolani tests for congenital 
dislocation of the hips (CPH) 

* Ask about risk factors (breech, family 
history of CPH) 


Genitalia and anus 

* Hypospadias (urinary meatus on underside 
of penis) 

* Cryptorchidism (undescended testes) 

* Ambiguous genitalia: if both testes are 
impalpable, consider whether the baby 
could be a virilized female, due to congenital 
adrenal hypoplasia 

* Imperforate anus (may have fistula to 
bladder or vagina) 


Skin 


Head 

•Pallor 


• Anterior fontanel le 

• Jaundice 


• Cephalhaematoma (parietal swelling 

• Cyanosis 


that dees not cross suture lines) 

• Rashes (erythema toxicum is normal) 


• Chignon from Ventouse suction cup 

• Birthmarks (see p. SB) 





Limbs 

* Talipes equinovarus (club foot) 

* Polydactyly (extra digits or toes) 

* Syndactyly (fused digits or toes) 

* Single palmar crease and 'sandal gap^ between toes 
(Pawn syndrome) 

* Contractures (oligohydramnios or congenital 
muscular disorder) 

* Absent radii (VAGTERL association) 


Eyes 

* Red reflex (to exclude cataract) 

* Jaundiced sclera 

* Colobomata (defect in the pupil) 


Mouth 

* Cleft lip/palate 

* Central cyanosis 

* Neonatal teeth 


C hast- 

* Respiratory rate 

* Respiratory distress 

* Symmetry of chest movement 
(pneumothorax, diaphragmatic hernia) 


Abdomen 

* Abdominal distension or bile-stained 
vomiting suggest bo^el obstruction 
(e.g. atresia) 

* Palpable kidneys (hydronephrosis) 

* Anterior abdominal wall defects 
(gastroschisis or exomphalos) 

* Three vessels in umbilical cord? (normal) 


Common syndromes to be aware of: 

* Trisomy 21 (Pown syndrome) 

* Trisomy 15 (Patau syndrome) 

* Trisomy IS (Edward syndrome) 

* Turner syndrome (45 XQ) 

* N conan syndrome (lymph oedema) 

* VATER and VACTERL association 

* Pierre-Robin sequence 


[ 149 ] 


r > 

Neonatology resuscitation 


See text 


N.B 


oxygen therapy: 


Indications 

1 - during neonatal resuscitation 

2- any patient with respiratory distress is in need to oyggen 

3- cyanosis(cardiac or respiratory) with RD is an urgent indication of 02 

4- hypoxia with pa02 <50 torr 

5- neonatal apnea 

6- acute severe brain insult, coma, and seizures 


Method of giving 02: 

1 - enriching the incubator atmosphere 

2- oxygen hood(head box .oxyhood) 

3- the ordinary face mask 

4- nasal cannula 

5- nasal prongs 

6- nasopharyngeal mask 

7- endotracheal tube 
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Respiratory distress 


See text 


-Respiratory problems are the commonest cause of serious neonatal illnee&death 
-Respiratory distressusually presents as acombination of grunting, tachypnea, nasal 
flaring, Sternal&intercostal retraction+cyanosis 

/ \ 

Causes of respiratory distress 


A-Respiratory causes: 

-Respiratory distress $(RDS) -Muconium aspiration $ 

-T ransiet tachypnea of newborn(TTN) -Neonatal pneumonia 

-Air leak(pneumothorax) 

-Chronic lung disease(bronchopulmonary dysplasia) 

-Airway obstruction(bilateral choanal atresia) 

B-Cardiac causes: 

-Heart failure(HF) 

-Persistant fetal circulation(PFC) 

-Persistant pulmonary hypertension(PPHT) -PDA 
C-Central causes: 

-Hypoxic ischaemic encephalopathy 

-Intracranial haemorrhage 

-Meningitis 

D-Haematological 

-Severe anaemia or polycythemia 

E-Other 

-Sepsis .metabolic acidosis .overheating .hypoglycemia 


DD of RD 


See text 


1 -Respiratory distress $ 

Etiology — ^-surfactant deficiency 
Those at risk are: 

1- prematurity(immaturity of the lung) 

2- maternal diabetes 

3- cessarain section delivery 

4- multiple pregnancy 

5- perinatal asphyxia 
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Diaqnosis^ see text 

Tranient tachypnea of the newborn(TTN) 

ETtology^ 

delayed clearance of fetal lung fluid(hence the name wet lung disease) 
those at risk are: 

1 - Delivery by elective CS 

2- Maternal sedation 

3- Delayed clamping of cord 

4- Premature delivery 
Diagnosis^ 

Onset^respiratory distress appear within few hours after birth(1-3h) 

Distress— ^usually mild(tachypnea100 br/min or less ,mild grunting ,few retracrions) 

CXR^hyperexpantion of the lung(hallmark of TTN) 

Prominent peri-hilar streaking 

Fluid in minor fissure 

Prominent pulmonary vascular markings 

Magenent^ 

1 - correction of hypoxia 02 byhead box .CPAP may be needed in some infants 

2- chest physiotherapy... How?Tapping on chest(front, back ,sides)by mask of ambou 

3- antibiotics. ...ampicillin+aminoglycosides I far to start with 

4- fluid, electrolytes&feeding 

-start with IVF then shift to oral feeding according to improvement of respiration 
-start IVF with 60ml/kg dextrose 10% in first day 

-in second day :give 70ml/kg(NS 13ml/kg/d+Ca 2-5ml/kg/d+restis dextrose 10%) 

-start feeding when the RR is < 90 br/min by NG tube &when reach~60 br/min 
Oral feeding is intiated 
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Meconium aspiration $ 

Etiology&pathophysiology^ -Meconium is the first stool of the newborn passes after 
birth. its greenish black viacid stuff Formed by biles, intestinal secretions & epithelial debrith 
present in the fetal gut 

acute or chronic fetal hypoxia stimulates fetal peristalsis and relaxes the anal sphincter leading 
To passage of meconium in the aminiotic fluid. also,this hypoxia leads to stimulation of 
fetalRespiration and hence aspiration of the meconium containing aminiotic fluid 
The aspirated mecomium leads to: 

-chemical irritation and inflammation of the lung(chemical pneumonitis) 

-promotion of bacterial growth(pneumonia) 

-airway obstruction either: 

Partial obstruction(ball valve) — >air trapping — ^over inflation&emphysema;with 
the possibility Of air leak^(pneumothorax) 

Complete obstruction^atelectasis 

Those at risk are: 

Term and post term infants who suffer from placental insufficiency 

Diagnosis^ 

-Greenish discoloration of the aminiotic fluid, skin, nail&umbilical cord are 
very pthognomonic 

-RD usually appears quickly after birth and may be severe 

-air trappin cause lung overdistention, anterior bowing 

On auscultation there are widespread added sounds with rhonchi and fine or sticky crepititions 
CXR— > 

-lung looks over-expanded and contain multiple areas of atelactasis 
-air leak(pneumothorax, pneumomediastinum) 

management^ 

-try to be prepared for the condition (this needs good cooperation between the 
obstetrician&Neonatologist who should attend the delivery with all the resuscitation 
equipment) 

-suction of the mouth then nose before delivery of the shoulder then the baby is wrapped 
by Preheated towel to prevent intiation of respiration and placed on the preheated 
Warmer 

-tracheal lavage^through an endotracheal tube put!4-1 ml saline the do suction repeat 
again And again till fluid comes clear 
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(donot ventilate before this otherwise you will push Meconium particles more distally) 

-02 & ventilator support 

-early surfactant therapy may benefit the infant 

-antibiotics all infants should receive broad spectrum AB 

-intravenous fluids &nutrition before entral feedins 

-ttt of comx e.g pneumothorax 

- diagnosis 

-clinically 

-sudden onset of cyanosis V 
-increase in respiratory effort or rate 
-shift of heart beat 

-breath sounds arelouder over one lung 

-deterioration of general condition, mottling of skin and sluggish peripheral blood flow 
-development of low blood pressure 
-episodes of apnea and bradycardia 
-Radiologically 

AP and lateral view;the jet-black appearance, shift of mediastinum, 

- TTT— > 

-butterfly cannula in 2 nd intercostals space mid clavicular line connected to under 
water seal 

-OR chest tube 
Size 8-10 

Site 4 th space anterior axillary line at upper border of rib below 
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Neonatal jaundice See text 

definition — ^yellow discoloration of skin, sclera, &mucos membranes due to increased level 
bilirubin in blood, jaundice is clinically observed in the newborn infant when the total serum 
bilirubin reaches 5-7 mg/dl (>2mg/dl in older children) .it first appear in face then descend 
downward as the level increase 

source of bilirubin — 
causes of neonatal jaundice^ 

a-unconjugated hyperbilirubinemia 
b-conugated hyperbilirubinemia 

A-uncongated hyper bilirubinemia l-fproduction 

2-juptake&conjugation 

1- t production : 

-hemolytic anemias(RH &ABO incompatibility ,G6PD deficiency, 
hereditary spherocytosis) 

-polycythemia 

-excess bruises and hematomas(cephalohematoma, subaponeuritic haemorrhage) 

2- 1 uptake Conjugation 
-physiological jaundice of newborn 
-immature liver(especially In the preterm) 

-competitive inhibition:breast milk jaundice 
-deficient uptake(Gilbert disease) 

-hereditary(Crigler-Najjer $) 
b-conjugated hyperbilirubinemia: 

1- hepatocellular: 

hepatitis — ^A-E, rubella, herpes simplex, toxoplasmosis 
bacterial sepsis^ 
inborn error of metabolism 

2- cholestatic: 

Biliary atresia 

Bile duct stenosis 

Bile mucos plug ,choledocal cyst 
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Physiological jaundice 

This is the most common cause of jaundice in newborn.it occur in about 60% of full term 
Newborn infants and more in premature 

Causes: 

1- |bilirubin load on liver: 

-short live span of fetal RBC 
-high RBC mass in newborn 

-enterhepatic circulation of bilirubin(Bglucuronidase enzyme present&putrefactive 
flora absent) 

2- juptake of bilirubin By the liver(transient immaturity of Z&Y protein) 

3- J, conjugation of bilirubin by liver(transient immaturity of glucoronyl transferase enzym ) 

Above mentioned causesare also applicable in preterm newborn but they are more exaggerated 

Plus: 

-open ductus venosus shunts the blood from the portal vein to the inferior vena cava- 

thus Bypassing the liver 

-hypoglcemia^ jUDPGneeded for conjugation 

Manifestations: 

1- aundice usually appears in 2 nd or 3 rd day(not in first 24 h) 

2- the rise in bilirubin is less than ,5 mg/dl/h 

3- the peak level of serum bilirubin is less than (12 mg/dl in full term &15mg/dl in preterm) 

4- jaundice usually donot persist after 5-7 days 

5- the jaundice is of unconjugated type 

6- the newborn is healthy, feeds well 

7- no anaemia(normal hemtocrit level) 

8- urine and stool are normal 
The physiological jaundice may be prolonged in 
-hypothyrodisnwthyroxin is neededfor maturation of enzyms&GIT motility 
-breast milk jaundice in some exclusively breastfed babies 
-pyloric stenosis-delayed passage of stool 
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Level under 2mg/dl may not be 
reached till age of one month 

J 



Treatment^ see text 



What to do first 


>- □ Careful history & physical exam to exclude life-threatening 
problems like sepsis, to identify infants w/ hemolytic disease 

■ □General measures: 


>" □ Phototherapy 

_ First-line treatment 

_ Generally begun 4-5 mg/dL below exchange transfusion level 
(see below) 

Clinical pearls 

_ Maximize skin surface area exposed to phototherapy (if 
bilirubin levels high, use fiberoptic pad underneath infant 
and lights from above) 

_ Special blue/tungsten lights most effective (caution: tungsten 
halide lamps produce a lot of heat, can bum skin if 
placed too close) 

_ Light does not have to be administered continuously; lights 
can be turned off briefly (for intervals of 15-30 min) w/o 
losing effectiveness 

_ If meter available to measure energy output of phototherapy 
light, use doses of light >=10 micro watts/cm2/nm 

_ Dose-response relationship between energy output of 
light, decrement in serumbilirubin 

_ Doses of light up to 30 micro watts/cm2/nm increasingly 
effective 
Risks 

_ Increased insensible H20 loss (minor issue) 

_ Increased stooling (rare) 

_ Bronze baby syndrome (rare) 

_ Overheating/buming (preventable) 

>"□ Exchange transfusion (EXTX) 

_ Used when semm bilimbin concentration reaches level that 
places infant at risk for bilimbin-induced brain injury 

■ □General guidelines for phototherapy & exchange transfusion 

^ □ Preterminfants 

_ Birth wt <1250 g: photorx @ total semm bilimbin (TSB) 5-7, 
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EXTX @ TSB 10-13 

_ Birth wt 1250-1499 g: photorx @ TSB 7-10, EXTX @ TSB 13-16 
_ Birthwt 1500-1999 g: photorx@TSB 10-12, EXTX@TSB 16-18 
. Birthwt 2000-2500 g: photorx@TSB 12-14, EXTX@TSB 18-20 
note : Preterm infants w/ risk factors for kemicterus should be 

exchanged at lower part of range; risk factors incl perinatal 
asphyxia, ongoing hypoxemia, persistent hypothermia, hypoalbuminemia 
(<2.5 g/dL), hemolysis, sepsis or CNS depression 

Healthy termnewborns 

_ Age <24 h: term infants who become jaundiced in first 24 
H of life not considered healthy 

_ Age 25^18 h: photorx @ TSB >15, EXTX @ TSB >20, if photorx 
fails, EXTX + photorx @ TSB >25 
_ Age 49-72 h: photorx @ TSB >18, EXTX @ TSB >25, if photorx 
fails, EXTX + photorx @ TSB >30 

_ Age >72 h: photorx @ TSB >20, EXTX @ TSB >25, if photorx 
fails, EXTX + photorx @ TSB >30 


□ Sick term newborns or term newborns w/ suspected/proven 
hemolysis 

_ Age <24 h: photorx @ TSB >10-14, EXTX @ TSB >20 

_ Age >= 24 h: photorx @ TSB >15, EXTX @ TSB >20 
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Neonatal infection 

\ j 

Infections are afrequent cause of neonatal morbidty&mortality 

what gives them special importance? 

-their presentation is usually vague and may resemble many ther common dieases 

-the routine laboratory tests are of no great help in their diagnosis 

-the host resistance mechanisms of neoborn are easily over corned by micro-organisms 

Classification ; 

A-Minor infection -infection of skin e.g napkin dermatitis 

-infection of breast tissue 

-infection of conjunctiva(ophthalmia neonatorum 

-trush stomatitis 

-umbilical infection 

B-major infections 

1 - congenital infections 

2- neonatal sepsis syndrome 

t > 

Neonatal sepsis 

V ^ 

Definition neonatal sepsis is a clinical(&laboratory)$ caused by the metabolic and 

hemodynamic Consequences of infection during the 1 st month of life 
In most cases the condition is not localized and called “neonatal septicemia” 
in other cases, in addition to its systemic nature of the infection could be localized to give 
for example:pneumonia, meningitis, septic arthritis, uti 
the most common organisms: 

-E-coli -group B strepto 

-Enterococcus -proteus&pseudomonas 

-listeria monocytosis -klebsiella 

The predisposing factors: 

1 - maternal... .premature rupture of membranes, traumatic or prolonged delivery, maternal uti 

2- neonatal... .prematurity, endotracheal intubation, umbilical catheterization, mechanical Ventilation 

One can distinguish two patterns of neonatal sepsis: 

1 - early onset.... start usually in the first week 

related to obstetric risks, 

mainly caused by organisms present in the cervix&vaginal canal 

2- late onset start usually after the first week, 

not related to obstetric risks, 

mainly caused by more virulent organisms as staph .pseudomonas 
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Diagnosis 

History ... ...of riskfacors 
Early manifestations 

usually vague and non specific 

the baby is not doing well or sick(poor suckling, lethargy, vomiting, fever or hypothemia) 

Late manifestation 

usually related to different systems 

serious focal infections e.g meningitis, pneumonia, uti, NEC, septicarthritis,DIC... etc 

Laboratory 

triple tap { blood+CSF+urine } for laboratory work 
laboratory evidence of infection 
-cultures : blood, CSF, urine 

-antigen detection: CSF, urine 

laboratory evidence of inflammation 

-total white cell count below 5000/mm’ or above 30000/mm’ 

-CRP above 20mg/liter 
-band cell above 10% 

-ESR above 15 mm/first hour 

Laboratory evidence of multi-system organ disease 

-metabolic acidosis(pco2,pH) 

-renal function(BUN,creat) 

-liver function(SGOT,SGPT) 

-bone marrow(anemia, neutropenia) 

Treatment.... 

1 - Specific ttt 

a-Antibiotics start immediately, modify after the results of culture&sensitivity test 
Srart with ampicillin +gentamycin or amikin or tobramycin or cefotaxime 
Duration 2weeks minimally ,3weeks with meningitis, 4weeks with septic arthritis 
b-Gammaglobulin 2gm/kg ivfor 

2- Supportive ttt... maintain good fluid&electrolyte balance 

Ventilator support 
Blood transfusion 

or even exchange transfusion single volume transfusion (wt x 80) 
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^l-la. jjSjlLaj jj£j ( 4 .'~'c llilia. cj/*' a A C—llJj c.l3al£) jjjlc. 

clinical practice <£a^\ ^jU^I 

CliLaJil Clilillj j_y^ — A^ll ^ 3j.la. J£ AiLiaVb ls* (O^ 

Jll aIUJI cib' 1^ (j^ ^recent guide lines cJ|j 

• • • 1 ^ J Jd j 9S 

(jjjl^lljjjg ^ (jJJjL^ai.1 j ^J^LulLujI jl Ajl^L^ L_fltiju> ^Ijjuj jlj£JI IjJ^jIjujI JjLcUJ ^15 I 
^^aiuujJ ^alxJJ ^jLuoOjIa Ix^g (J^IjUJ csbb aJUII J^joU (_£ljl La-lljJ ~g .ajjajj lgi£ 

Ajjti]l ^JC. j<a Aw I j j lw 1 W i„la. jj<ag a jja^l^. ~I»V< ^jV (_£ ) j^-9 ^ 

Accurate diagnosis starts from 

1. Full and detailed history 

2. examination 

3. DD 

J£dj 4 ■ flj ^Ijl jUaJI j-a ^gjjjjaLjA Jlklj ^1)1 I A^ag.^a dll^l^ CLlAj (Jji ±j£ 

jbuj&j c£Lal33 ^gill aJUJ] A *'^ dlV 1 /\‘*'-s. v s/ 1 AcjjudJ 3c.LaJ ^3 <_£ ljt)Lal£llajj jjjSJ 

Udc- lj£ Jc. ^JjAj j jjjliaJI j-a (_gjjq 1 jjjA 3dlj ^Luj ^Jjlaj r^j-duj C5 jujij ^ ■ .aij I 

^111 1 . '*'^') ^>jAJjI J (_gj. . . . 3' ^ ‘ 11 ' (S~ L ?~^ LSJ d)J£dajj l_u£ 

Ajda-VI t_±&]l j-a (clinical surgery ) <_g^>ia<a]Uj <_l&j ( <JaUI ^Ll l^ia j£ldj 

^^.Ijj jjdla *• . '..' .' 3i^ a CT^ 1 *J^* > '^ Jjl Jjjiui£jVI Ac-j-aa^a (_gj ajjjuli-all 

How to take history <J*jj j L£ jj^ j 

How to examine 

How to put a provisional diag for the case 

dtJ LaJS Sjj>a-a]| (_ii£JI j< a a!!L . All I c-Luo (jl -jiiA j 

^alc. (jjjjLa-a - jLuaI) ^pJi]l cliJ^a. t . mlal] djlij j La_^aC. t - mlal] Aa.Ia. ^aI jl 

UJ-^J ‘ ' . nil cb-ajJ jLicj j^ala t .ni)-i Lff SL^ j Lie- ((J ^> > ^iVi <_$! (^fl ( - r J jlj - 

( ij^laHistory taking) Jl ja cjldij 




^_LoC« ^ajud3 ^ W 1>\1 ^uud&lt ^3 JixJj 3 1 ]Aq^ 1 . _ 

i-^juoq n (j^jjjuill (j-^a^all cJ^j l$-}3 L-jjjfLa ^111 £^.lj j (jiajj^ill (jjAxjj 1^. (Jjijj£ 

(Jl^aJ I^Sjj lA^. £-* jjj^ll Cj i3 j (JUu 

. ^-Lq ^cjjti]| *1^1 A jqj^j ^jJaj^aSI l**uw\l ^3 al^JI L_Lajj£jj 1^1^ 

Zj* JjV aJUJI <j-a HISTORY ^.\j ^1 JUSIujVI Jl*j 

### c*li^.lj] HISTORY ^.Ij iiii] s^ikVi 1^ a*j j ^jL&H L-mlall < cii^j 

SjtiAA A-n&i iaj|^k ^5-^ HISTORY TAKING ^ ^SLjI^. Ul <jJa^j 
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^P-Jjl 4 l)l 


dsu to) 40x03 4)1 \Js>$ 4 -JLp 4 i)l ^U? Jlo^jo Djlcw q\JL^j-tl <- 9 /u>) ikLaJlj vjrytLszJI oj 41) jiooJI 


^JL*>3 4 <JLp 41) I ^lo 4 i)l (J3-4UJ JIS 

Jib V < 4,Jidj ,^uJ 4ii9 J-olp- oj 3 < 4Lo djisl 34* j*o <J1 403 Jyotp* o>j3 c OjrC 4sJLi UbJo* Lo g^o> Ij^l 41)1 jyQ 6 
dujj luJifl Cut 5 j-o 3 ^Jlj3 j^o Jxou ^43^^ jl9 $ iplooJI ^3jJ 3 < j-oVl 5^$ 4sxoLo 3 < 41) J*oubl j^y^l : ^JLo 0J3 
(J oLt J»> 3 < 6j-ol 41)1 g-04?" 4£u 5>yi Cut5 j-® 3 < 4) lo yi Lo jJ) j^o 43b 3 < 4CcP gu 6jii3 J»> 3 < 6j-ol 4JLfr 41)1 

4 -o^lj 3 Liwlil 4 aJ 3 ( 4 JL 9 

: OJoutl - o^PjfvJI jJlo^I - JUiyi : OJisxkl - Cub Ju Juj : ^IjJl 


Summary of history of present illness in C.V.S 


Pulmonary congestion 


Systemic venous congestion 


4* Cardiac output 


Cyanosis 


Pain 


Pressure manifestations 


55 ( <Ubj>) jb^3 dJ JS> J Jb • 

55 S Jl3^o ^Lu • 

555 y y 3 ^*31 J-o5uu • 
555 5j^5Co jJloJI ^Js- Gbt^JJ 3) 4 &S 4*s • 

555 ^Ju (Jj^o ^sJLJl Jjb • 


555 £*£x2l) dtlhj 3) dbj • 
555 Ory^l J £1 4J • 


555 OLloi-l 3I 4ll&j 3! £|Juo dJJs> Ja> • 
555 dj*yCc- J g^3 4*3 U> • 


555 ( 43jJ J jiap') 555 C**3jj) • 


555 jJuail J <U dJO^ • 


555 £&u3l ^*30 J Jb • 

555 gJLJl J 413x0 dJU£ • 
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Palpitation 


Blood pressure changes 

555 (43jij) 55 dL is • 

Embolic manifestations 

555 £> 3 $) • 

Fever 

55 dUL>j 3 I 55 diJi>l 3 ) 555 do LJ JJ& • 


555 5jlj^JI (J £l£>j) • 


3$jj JLoJ3 

; 

555 dj^MjSr (J (jl) <jjj> ^ 3 ) (J J5LLo JUb 

55 do\ Olo 3 »i CJLo^ 

555 4jI OJlp-13 

Summary of Neurology sheet 

Personal history 


Name 

55 4jJ dojyQ& ^-u>) 

Age 

55 4JLa> ^15 dJjuL£ 

sex 


Occupation 

55 d)l JJG«g 

Marital status 

555 4JU> ^15 bJJs* 55 J J3 ^15 55 ^ 3 ! dJUL£ 55 j*o £3jXo ?? £3jXo 

Residence 

555 dJL& dJj-o^ J 3 b (jL>lc 3 $ 3 ) 3-0 555 q\S j5Lu> 

Special habits 

55 4-J CJLL> 55 $>£)l $Ji& J CcLL> 55 4JLo> dUUb 55 ^ 3 -J) J * 6 jb^ ^15 555 j3-JG 


555 <bl Sj-o 3 JI ^3) 55 GLojU-U £ ^3 ££> Joo 55 GljJti*-o 3I * 6 j-o 3 - 

Handedness 

555 (JIommJI ^3 ^ja-oGI d Jj| ^j&cluuL) 
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Complaint 


Patient own words + duration 

55 JlZsmJo I *ibb» ^1 4 jI 55 euti ^1 <bl • 


History of present illness 


1. Analysis of complaint. 

2. Symptoms of the related system. 

3. Other systems. 

4. Investigation & treatment (related diseases). 


onset 


Acute 


s 

Dramatic (seconds). 

s 

Apoplectic (min.). 

s 

Sudden (hours). 

s 

Rapid < 14 days. 


Course 


S Progressive. 
■S Regressive. 
■S Stationary. 
■S Remittent. 

■S Intermittent 


Analysis of the complaint 


555 4j| il Juu oLkS ( 5 * • 


555 J 34 -S 3 ! ( 5 Jio i^Lc. ^3 gjjjaJb Gj^ti Je\j£$) • 

555 Ol> 3 i g 3 ) • 


Symptoms ofCMS. 

(T.N.M + 3 Ss) 

1. Symptoms of increased intracranial tension. I.C.T.). 

2. Cranial nerves symptoms. 

3. Motor system. 

4. Sensory system. 

5. Sphincter troubles. 

6. Speech troubles. 


1. Increased intracranial tension 

• Headache 


555 OUSGoJJ 


V jjSjLmjjQ 


I! p a g e 1 3 


”^5o JjjV ^jU ” (Jl§ M 4JJ JLO^JI I yi 4JI y ! JbMflSl ” (Jl§ (jl ^>-Lo 
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j-kj^l cJs || 4 uiaJl 


2 . 


• Projectile vomiting 

• Blurring of vision 

Cranial nerves 

i. Olfactory ^ anosmia 

ii. Optic : (acuity - color vision - visual field ) 


555 dU Jjb 
555 Cdl&j dJLup 


555 Ojjdbl Jjb 


555 ^LJI 3 

555 


iii. 3rd, 4th and 6th cranial nerves (ptosis - squint - diplopia) 


55 JaiLa) dJLftp' 




iv. 5th cranial nerve 

• Motor 

• Sensory 


v. 7th cranial nerve 

• Sensory 

• Motor 

S Upper motor 

S Lower motor 


vi. 8th cranial nerve 

(deafness - tinnitus - vertigo ) 


vii. 9th and 10th cranial nerves 
• Palate 


55 CJ^p-I dJl Jjb • 

555 jUj) 4p-LpJI Jjb • 

555 g-d4>l J '<L)$sue dJj \jS> Jjfc • 

55 (J 3 ) dSJz&J* 3 1 gp »3 Jip^ • 

555 3 I d^ dLw»3 3 o** L w *^'^l d*^ ® 

555 3 J 3 JI • 


555 dJLjus- (J d^^ j^LaJl d^ ^ 
555 Sabj gAJuJ dLjUP d^ ^ 

55 dloi 3 d^^l d^ ^ 

555 dj^ dbbj d^ ^ 
555 ^$s£\ dloi d^ ^ 


555 g-o*aJI 3 d^LL® dfju^ d^ 
555 dbSI J quia dJJs> 

555 duj uiLj L3jJ) jl jupja 




• Pharynx 


55 uUp-I dJb*3^ d^ • 
55 dJ6\ j-o gp-jru ^U>l d^ • 
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55 gJLJl (J dj^suo Jj* • 


555 jcS £ j&jb Jjb • 

• Larynx 

55 Jjb • 


555 <L>$sgj0 dJU£ J&’st Jjfc • 

viii. 11 th cranial nerve 


• Cranial part of accessory 

4j QMjJ ® 

• Spinal part of accessory 

555 JaiLu) disS' Jjb • 

ix. 12 th cranial nerve 

555 ^ 5 ^} diLJ Jj* 


555 Jij d>LJ Jjb 

3. Motor system 

Weakness 


Onset, course and duration 

Degree 

55 JJUo y$ 55 db*-<2> dJiiP 

Tone 

555 *L>Lu d>y*top 


555 to wLssj y 3 ilJufl ddf- Odd 

Wasting 

555 y 3 55 Oua3- dSdO^ Jjfc 

Trophic changes 

555 uLaiiiu djilisl Jjfc 

Fasciculation 

55 d>dia^ ,j dJUL£ Jjfc 

Upper limb / lower limb or both 

55 Oru/yi y 5 555 dL>j y$ dJi)) 

Right / left or both 

55 Or^Vl y^ 555 JUd y 5 

Upper limb (proximal / distal) 

555 dj^d £ju J y 5 ^3-“^ 4j5-ouJJI j^asd djjw 

Upper limb (adductor/ abductor) 

555 dial) Ccp"J y 3 JdaSl C*£bdl 

Upper limb (flexor / extensor) 

9 s. 

555 y 5 ^jJJl « J^*J 4 jJ 

Lower limb (proximal / distal) 
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Lower limb (adductor / abductor) 
Lower limb (flexor / extensor) 

Involuntary movement 

Static / kinetic 

Regular / irregular 

Increased by/ decreased by 

Proximal / distal 

Head & neck 

Trunk 


OmAUAAuJ) (JuJb ^sluJI jlh* 

555 J 4 *k! l^Liu ^3 Jp-j Jp-j Jap-j 

55 J^aoI 4*s dlp-j i >3 jjlhsdl 

555 4jiljJ V Ol^p- d*U£ Ja 
55 JUd ^3 55 ijrvS 

555 dJp-j i »3 djJ 

555 j 3 ^»uJI Vs dSysJI jo jiSf j^hv; 

555 4oh«»o j\£- ^3 dohr.n 

55 4j I jo JiiJ 3 55 4jb 

555 ^3 ^*upJI 4ap-U 

555 dusj 3 I doilj 6 jA <us 

555 d.o.jn.p- *balj| d OlS^p- 4*s 


Co-ordination 

• Cerebellum 

S Upper limb: shaking / tremors . 

555 doi) Ja> 3 *> JSVl « J5b It S 

■S Lower limb: drunken gait. 

555 ^ 3 hr; 1 ^3 p ^ 

• Deep sensation 

■S Lower limb: falling on closing both eyes 

555 jar; dd 3 tUdxj CJI 3 dLup Cuaod 3 J ^ 

4. Sensory system 

• Superficial (pain - touch - temperature) 

Onset + course + duration 

S Irritation: pain / parasthesia 

555 d o.a A . ' p .J; 3 ) d-*o-L> dJ bA ^ 

■S Destruction: hyposthesia / anaesthesia. 

55 ^ fl . rp ' I 3 I ds Ja ^ 

^ Distribution: Sites & sensory level 

555 ^Jdb o*s Js ^ 
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• Deep sensation 

• Cortical sensation 


555 ^^laS (^u»lo Vj j^jVI ,^u>lo dl)l ija&CL) • 

555 <us ^1 dj\ 55 dLc> (j dJuJ It • 


5. Sphincteric troubles 

(Micturation - Defecation - sexual function) 


6. Speech troubles 


55 <3 dJjJX' Jjb ® 

555 ^jU • 

55 Jj* lo JL9 dijL *u*jj ® 

55 JjJb lo <Jl> ^U^Jl It y^ lu> J 3 JI • 

55 4-c>3jj) 5 ju»U4jI J J5LLo djui^ Jjfc • 
55 dj\ jL3-l • 

555 £>3 a! Jl >hb • 


555 J J5LLo dJOP Jjb • 

Other systems 

55 (5j 3-I jblj-ol giLstxx> Jjb • 

55 jSLJl 3 ! JasAll (iiJULC' • 

555 £Jt> j^lj-ol 4 j3^1 Jl sAli • 

Hypothalamic syndrome 

555 jcS ^La> SS •• • 

Investigations & treatment 

patient investigated by CT, MRI, MRI with diffusion 

«c I J&Jbg 

and treated by clexan etc... 


Past history 


4JLo3-t>) j 2 ?l j-oVI 

Diabetes Mellitus Jl ,j>y 0 SM 

555 Gli&La-o , 3 ! 55 ^15 jl5 j5La> j3-l - 4 jI a) djs>y^ 55 4jI OJip'l 55 qa 55 ^5L*> dJii^ • 

Hypertension Jl 

555 GlftplAo ^1 Jjo?’ 55 ^15 jl5 JareAll C^+uuS Sj-o j3-l 55 4 jI al 55 4 j) OJlp-I 55 ^ •• JasG dJii^ • 

T.B. Jl cjgj^o tiHj 

55 iL^ia Gl>aJ OJl^I^ jJu*ail J 55 ^b^Ltl Jojj jLJb j3uul> Cu5 55 ^JL >3 ^3 4^5 jloj # 
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Hepatitis Jl L £yo k>h 

555 OluxpJl Ccp-j 55 jr^>) J 3 J 55 jJLol lib dLup 5 ^ # 

D.V.T. Jl jgjdp L<uob> 

55 ^JlU O^L**uo ^ 3^)3 6j5 3 555 ^^>33 Coo 33 dJbj • 

Major operations Jl jLj 

3 & 9 J 3 3 I OIapLslo 55 <>® 555 4jJ dJbc- 55 djS J *3 <L&’\jsr OLLo^ CJLo^ • 

Drug intake (INH, steroid. Barbiturates) Jl jLj 

555 ^( 3 *^ 3 -0 4*m) Lu*^ d*XJL& 555 Sj-oJcau-o dQ-<^L) 4->3^i ® 

Fever Jl JLj 

555 ^ 3 ^ dlao Oj-oa-u>l 55 JJi 4-o^ dU Jjfc • 

Trauma Jl JLj 

555 ^ 3 -ftsJI 3 ) dL>lj 3 ) dUuup- 3 ObloJ Cu^! 3 I 55 bJS J^s CJLo^ • 

Similar attack jLj 

55 dJ CuJ^- 3 I 55 6Ji5 JoS 3 a 4ibJl di Ca^ Jjb • 


Family history 


Similar condition 




iwjlji ^3 oYl 55 ^3^-4aJ1 ^uJ 6 ija £jJh\ 3I ^jLuuj dBlxJl 3 Jlp- 


SUMMARY of HISTORY of present illness in 

CHEST 


Cough 


STS' sSljl ^3 ST 6 b*S O^pib STS' <=U9 • 

ST ST cl>L >u Qj^j^lo OulT • 
STS' LpJULftjj v_5vJU I STS' llb.l>3Jjj v_5vJU I cul • 
STS' ^Culj ^3 ^LoZxJI ^3 -\jjju S' S' S' {julSlo Ol93 v_ 5^9 Jujju * 


Haemoptysis 


STS' />:> <n£u • 
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SSS ^ujJlJU ^9 6 b %9 0>^ib9 SS 

uS^I o-° # 

SSS cl>L>j cu^^^LO CjuL$ • 

SSS « 3 u\jl\ SSS cu\ CO9J SS q,| it cuoijl • 


Expectoration 


SSS OiUj /xaJL iJjulC • 

SSS iiLuc> ^jJLc />Lju LoJ J ujjj ^9 SSS Mjuo />L\J JjjoJj LoJ <jj»ao &*°S s ^-9 Ju>u • 

SSS LiLjuuJI <J»C l_6.Au.dll I JujjJ SS^jbJl {JJO jjS I jj-A»2jO JbuuJQJO V_sv3 JujjJ • 

SS CL^JljJ^ SS /xsdJI col CO3J SSS col il cOjcxSJI • 


Dyspnea (Shortening of breathing) 


S' S' S' jjjulqJ cl J jLii: • 


Wheeze ( L&J>) 


CSS dJjJud> v_5vS Ijj dJjjLC • 


Chest pain 


CSS dlj_Ld> v_$vS /Jl iII-XJlC • 


Pressure manifestations 


SSS £uJjl Jj 3 > • 

SSS gJLJI v_5vS CO^SL^ dJjULC Jd 3 > • 


Constitutional symptoms 


CSS jjjS 'J&jStiu SSS dbj9 S'S'S - cb^jdjJU uljiii^ JjulC • 


Systemic venous congestion 


SSS CJszsu dlibu 9I ^dJUL^rj • 
SSS ^JjjCXjJI dLjL> v_SvS /jl co3 • 


Cyanosis 


SSS qc^- SSS Ou^jjl • 

9 ^du^jjoJI JLuUU 9 
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SSS dJjOouJU> i_S \3 v_S\jU C_p» iSl l _S '-9 (JSLuUUO dJjLiC 

SS cu| oL^><pe 9 oJLoX 
SSS cuj g\lc ojL>lg 

Post history 


1. T.B. 

2. D.M. (T.B. follows D.M. as its shadow). 

3. Similar attack. 

4. Asthma. 

5. Bilharziasis. 

6. Chest trauma. 

7. History of anasthesia or coma (aspiration). 

Family history 


1. History of chest infection e.g. T.B. 

2. Similar conditions. 

3. History of allergy (asthma). 

4. History of D.M. (T.B. follows D.M. as its shadow). 


r ^ 

SUMMARY of history of present illness in 

ABDOMEN 


G.l.T. (upper) 


S' ST JSMJ 9I JjI9_ajoJU gJLJI v_5vS Qj$sz*/d dJLii> STS CjjjJijl JT\JI v_sJLc • 

SSS OjS Jjl 9 JO± SSS di^L-> • 
SSS dLJLc QjoLc dljuaaj9 SS viLcxS v_sJl© • 

SSS OASjoJI p 3 9jcxj> iJjulC Jj 3 > SSS JiLcxS Q>u\j • 

SSS CLkcj - s 1 I ■ ~v» 1 SSS • 

G.l.T. (lower ) 


Flatulence STS oljlc cus 9 sss OJSiaju I AA» • 

haematochazia SS j^l g^o jjos>\ «us • 
melena SSS c*s>JI sSj ^9^1 dlliLd> • 
SS <j-LbJI 0-° CU 9 SS cUJlSZj 9I JL^jujI QuS • 
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ST £l_Ld> CU 5 S' S' S' Ojl^pJI CL >p ^svS fclftjjl • 
S'S'S' q ■ p La 1 1 \oQ CU9 • 
S' S' S' dLov_juuo v_5vS uIjuoj 3>9 dic9J cus • 


Gyneacological 


S'S'S' oljl.pl cu 9 S'S'S' Ojjj cu 9 S'S' /Jl cl^ • 


Pain 


oJosu 11 Jl ^jLaj LajuuuLo 9 S'S 1 cub Jjl«j 9 S'S 1 cub Jujjj ST ^LJoj ^ 3 /Jl dlju^C • 


Biliary system 


S' ST jjSL>\ I3 J9JI O9J9 STS' jSL£> I ^SU JbjuX O9J 


Urinary and genital system J&J! jsujuo 


Abdominal Swelling 


Lower limb Swelling 


Systemic review 


S' ST vJj2jljuuuj J9JI S’S’ J^jjJI JulC /jl cu 9 • 
STS' v_5ouaJL> J_XJlC • 


S'S' < T \J J9 Oj^sJuI 9I STS’ CJU0J9 dJLJaj • 


STS' \J J9 9I Cjuoj9 JUL>j • 


S'S' Jb-bu v_sv 3 L^Juo v_SviLAjjuij ctub cL>b> c L 3 • 

9 ^ JLuuu 9 

; q lf) 6 'it^ 

S'S'S" JjXjuOJ> v_ 5 v 5 v_ 5 vjb cj^r sSl v_sv 3 J^Luijuo JjulC J-fli 

S'S” cul ol^p*s cJLcxc 
S'S' < T cul ^\Lc 0JCJ9 


Past history 
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Diseases 

Operations 

Drugs 

> 

Bilharziasis. 

> History or blood 

Hepato-toxic 

> 

Hepatitis. 

transfusion. 

A. Dose dependant 

> 

T.B. 


• Paracetamol 16 gm. 

> 

D.M. 


B. Non dose dependant 

> 

Hypertension. 


• Acute necrosis ^ INH - PAS. 

• Cholestasis ^ aldomet. 

• Tumors ^ C. pills 


Bilharziasis 


hepatitis 

> History of contanct to canals. 

Subclinical 

Clinical 

> Clinical pictures of Bilharziasis. 

Unnoticed 

> Fever. 

> Investigations 


> Jaundice. 



> Dark urine. 



> Fever hospital. 

Easily GxcludGd L^jlo uji 3I Jji Lo ojAt js* 3) 


Can't excluded 


A/.S. 


Bilhorziosis never causes L.C.F. 


dJ^j (j^All 
4-uJaJl ol^tl gJj-fiJ 

KJ/dr .tafreegh 

www.facebook.com/dr.tafreegh 
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Internal 

5FWJH 



Internal Medicine 

OSCE Mindmaps 


IMPORTANT NOTH YOU MOlftPH'T fORCtT: 

Introduction + Permission 

Patients Profile : Name, Age, Sex and the occupation are always required 

Chief Complaint + the Duration 

History of Presenting Illness : Analysis of the chief complaint + Symptoms of the involved system 
+ Associated symptoms, we advise you to always ask about the General review especially in the chronic cases 
the following Table contains the review of all systems... / 


General 

Fever, Rigor, Chills, Anorexia, Weight Loss, Fatigue, General Weakness, Sweating, Sleep disturbances 

Eye 

Redness, Itching, Discharge, Tears 

Ear 

Redness, Pain, Discharge, Hearing disturbance 

Mouth 

Ulceration, Bleeding Gum 

Neck 

Swelling or masses. Limitation in movement 

Skin 

Rash, itching. Pain, Swelling, Hair loss. Nail problems, Hypo/Hyperpigmentation 

CVS 

Chest Pain, SOB, Orthopnea, PND, Palpitation, Ankle Swelling, Syncope, Intermittent Claudication 

RS 

SOB, Sneezing, Nasal obstruction, Nasal Discharge, Sore Throat, Hoarseness of voice, Epistaxis, 

Cough, Sputum, Wheeze, Stridor, Hemoptysis, 

GIS 

Dysphagia, Nausea, Vomiting, Indigestion, Heartburn, Regurgitation, Hematemesis, Abdominal Pain, 
Distention, Diarrhea, Constipation, Melena, Rectal Bleeding, Rectal Pain, Jaundice 

GUS 

Flank Pain, Dysuria, Hematuria, Urine Discoloration, Hesitancy, Poor Stream, Double Stream, 
Dribbling, Incontinence, Frequency, Amount of urine, Frothy urine 

MSS 

Gait, Muscle Pain, Muscle Wasting, Bone Pain, Joint Pain, Joint Swelling, Limitation in movement 

Genitalia 

^ Erectile Dysfunction, Ejaculation, Discharge, Testicular (Pain, Atrophy), Ulcers, Nodules, Skin 

Discoloration, impotence, loss of libido 


Internal Medicine ^ 
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0 Menarche, Menstruation(Regularity, Length, Amount), Menstrual Pain, Abnormal bleeding, 

* Menopause, Discharge, odor, ulcers, itching, libido, dyspareunia, incontinence 

CNS 

Consciousness, Headache, dizziness, fainting, alter sensations, weakness, visual disturbances, 
hearing problems, poor memory, poor concentration. Gait, Motor defects 

Endocrine 

Heat or cold intolerance, Sweating, Excessive Thirst 

HLS 

Pallor, General weakness, Recurrent infections, Bleeding tendency, Rash 

Psychiatric 

Anxiety, Depression, mental illnesses 


Past Medical Hx: throughout the mindmaps we only put the points that are most important for each 

Chief complaint, but we advise you to memorize the full table so you don't forget any Q. 


Past Hx 

• Similar previous attacks 

• Chr. Illnesses(MI, DM, HTN, . . .) 

• Admissions 

• Surgeries 

• Blood transfusions 

• Traumas 

• Hx of recent travel abroad 

• Allergies 

• Vaccinations 

• ugs (Now, Previous, Allergies) 



Family Hx 

• Similar Disease in 1 st degree relatives 

• Hx of Chronic/Major Acute illnesses 

• Early Deaths 

Social Hx 

• Income 

• Insurance 

• Smoking / Alcohol/ 

Drug abuse / Sexual practices 

• Home (rooms, ventilation , floor ) 

• Occupation 

• Marital Status 

• Diet 

• Pets 

• Stress 


NOTE: 

= when the symptom happen 
e.g. at rest, while watching TV 


When 

i 



Timing 

= variation of the symptom 

dnrincr the dav/nicht 



If you find any mistake or an 
important point missing 
Please inform us on: 

SAWAGROUP@HOTMAIL.COM 


www.SAWA2 □ □ B .com 


Risk Factors for Ml: 


Age Mate FxHx Smoking HTN DM Hyperfipidemia 

Past Hx 

Similar Attacks 

Chr. Illnesses (RS, Ml, Rheumatic Fever, DVT) 
Hospital Admissions 
Surgeries 
Traumas 

Drugs 

Recent Travel Abroad 


Fx Hx 

• Chr. Illnesses 

• Early deaths 

Social Hx 

Occupation 
Marital Status 

Smoking / Alcohol / Drug Abuse 
House Floors 
Any Stressful events 
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Duration of the 


| Frequency | 

| Angina , Tietze Syndrome, Da Costa syndrom^ 



| Conti nous] Ml , PE , Dissecting Aneurysm , Pneumonia) 



1 Gradual 

/ 

Progr 

ession 


When 


| Ml , PE , Pericarditis , Pneumothorax , Rib fracture) Acute 

iiAngina , SsobHiadltfe , Hiatus Hernia! Chronic 



I Ml , PE , Pericarditis , Pneumothorax , Rib fracture) 

Crushing 

Heaviness 

Burning ItlI 


•►Tearing | Dissecting Aneurysm | 


Neck, J aw. Left Arm HD 
Back, Throat I Esophagus | 


Back, Abdomen, Legs I Dissecting Aneurysm) 


Peripheral 


Better Antiacids , Nitroglycerin , Rest , inclining Forward 

Worse Breathing , Movement , Effort (& how much) 
Bending , Straining , Laying down 


| Reflux Esophagitis] 


Lsle[ j^rthritis ± Rash 


Q Acid or Bitter Taste in mouth 


liML. gerd[ Q Nausea & Vomiting 


| Esophageal Spasm | I ntermittant . . . , _ 

_ ^ >Adenophagia / Dysphagia 


I Esophagitis] constant'*’ 

I shingles | Rash in the area of pain 


I costochondritis , Fractured Rip Q Area of tenderness 


Associated 

Symptoms 


Dyspnea . 


| PE , Pneumonthorax , Pneumonia! 


PND & Orthopne^ 

Cough 


Fever & Pus- 1 ike Sputurr^ 


| Pneumonia , Pleuritis | 


Hemoptysi^ 

WaterBrast^ 


Sypmtoms of Anxiety 

— Nervousness 
— Tremor 
— Palpitations 
— Tachypnea 




Differential diagnosis of chest pain by system 


Cardiac causes 

Gastrointestinal 

Psychosomatic 

Pulmonary 

Musculoskeletal 

Miscellaneous 

Ischemic heart disease 
Acute pericarditis 
Aortic dissection 
Aortic stenosis 
Cocaine-induced 

Gastroesophageal reflux disease 
Esophageal spasm 
Dysmotility 
Cholecystitis 

Peptic ulcer disease 
Pancreatitis 

Panic attack 
Anxiety 
Depression 

Pulmonary embolus 
Pneumonia 
Pneumothorax 

Costochondritis 

Fibromyalgia 

Arthritis 
Herpes zoster 
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Differential diagnosis of dyspnea 


Pulmonary causes 

Cardiac causes 

Other causes 

Asthma 

Coronary syndromes 

Respiratory muscle weakness 

Chronic obstructive pulmonary disease 

Valvular disorders 

Myasthenia gravis 

Tracheal obstruction 

Cardiomyopathy 

Guillain-Barri© syndrome 

Emphysema 

Pericardial disorders 

Anemia 

Interstitial lung disease 


Metabolic acidosis 

Pulmonary hypertension 

Arrhythmias 

Diabetic ketoacidosis 

Pulmonary embolism 

Congestive heart failure 

Salicylates 

Pneumonia 


Pregnancy 

Pleural effusion 


Psychiatric disorders 

Pneumothorax 


Anxiety 

Panic disorder 

Musculoskeletal 

Kyphoscoliosis 
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Pregnant? 

Risk Factors for DVT : 


Age>60 

Obese 

Trauma 

Stasis [surgery, immobSty, Travd) 

Surgery 

HxoDVT 

maig nancy 

OCPs 

Pregnancy & next 6 weeks 

TtirombophOa 


Past Hx 

• Hx of Same Problem 

• Traumas 

• Blood T ransfusion (liver cirrhosis) 

• Chr. Illnesses (Ml, RA, ... 

• Drugs (OCP's) 


Unitlaterc$ j|ateral 


Ankle, Calf, Thigh 


Other Sites of Swelling Periorbital, Testicular, Ascites 



Parasthesia/Numbness 


Sudden Sever Calf Pain 


Poor Memory & concentration j 


Orthopnia 


. Internal Medicine 
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Differential diagnosis of Leg Swelling 

Local 

General 

Acute causes Chronic causes 

DVT Pregnancy 

Cellulitis Lymphedema (not pitting) 

Allergy Varicose Veins 

Ruptured Backer Cyst 

Trauma 

RA 

Heart Failure 

Hypoproteinemia (Liver or Kidney Failure) 
Hypothyroidism 
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• Pregnant? 

Past Hx 

Hx of the Same Problem 
Chr. Illnesses (DM, G6PD, Kidney, ...) 
Surgeries 
Traumas 

blood transfusion 
Travel Aboard (bilharzia) 

Drugs (Heparin) 

Fx Hx 

• Chr. Illnesses (G6PD, kidney, SLE) 

Social Hx 

• Smoking/ Alcohol /Drug Abuse 

• Sexual practices 

• Diet: Beetroot Black/Redberries 


high Volume^ 

\ Amount 

Low volume ^ Q f ur j ne 


Transiet^ 


| V. intense Exersicel 


Frequency- 




> Onset - 



"X Progression 

A 1 

Color^ 

Analysis 




Red-Dark 

Urine 


Associated 

Symptoms 


Drippling 
Hematuria when 
Enlarged Vein Ruptures 


Loin Pain 
Nausea & 

vomiting °p( Pyelonephritis 


Bad Odor 

Burning Micturition 
Frequency 
Urgency 
Fever ( if Upper) 


^ Red Hb. Blood 

^Dark Urobilinogen Extravascular hemolysis | 

k Dark- Brown Bilirubin [Tnravascular hemolysisl 



-Odor 


" Clots 





-Which part of Sream'C S^L 

1 

>1 a 



Common Bile Duct Stone, Pancreatitis, 

Abdominal Pain + Jaundice 0 Sclerosing Colingitis, Pancreatic CA, 

^ u Bile Duct CA, Viral or Alcoholic Hepatitis, 


. , , . I D ' O Renal Stones, Renal Embolism, Renal CA 

ADOOminai rain'-' Kidney Contusion, GN, Polycystic Kidney 


J aUndiCe ° 1 1 ntravascular Hemolysisl 

FeVer ° eo hritis, Lupus Erythmatosis, LE + Kidney Emboli | 




Pale Stool ° Biliary Obstruction | 


Easy Bruising 
Bleeding Gum 
Epistaxis 
Menorrhagia 
Rectal Bleeding 
Swollen Painful J oints 
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• Hx of Chocking 

PastHx 

Chr. Illnesses (RS, CVS, Gl, asthma, allergy) 

Traumas 

Contact with the similar problem 
Allergies 

Hx of recent travel 

Drugs 

Fx Hx 

• Chr. Illnesses 

Social Hx 

Hx of contact with a person who frequently coughs (TB) 
Smoking / Alcohol / Drug Abuse 
Occupational Hx 
Pets 

House ventilation 


V. Severe e g - Lead t0 s y nc °P e 


sputum analysis 


■Amount 

■ large Purulent affected by Posture | Bronchiectasis] 
-Sudden Large Purulent | Ruptured Abcsess | 

- Larger watery Pinkish (+ SOB) pe] 

- Large Watery for long duration lAiveoiar ceil cancer 

■Color 

-Clear (mucoid) copd I 

- Green I COPD with infection , Bronchiectasis | 

“Yellow Acute Respiratory tract infection , Asthma 
“ Rusty Red | Pneumococcal (in Hepatization phase) | 

■Smell 

* — Foul Smell [Anaerobic 


■Solid Meterial 

^e.g. Foreign Body, Food, Teeth, Mucous Plug 



j’Chr. Bronchitis , TB Bronchiectasis , CA , Foriegn Body m HF Abscess , P 
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Differential diagnosis of Acute and Chronic Cough 


Acute Cough 

Acute bronchitis 
Acute sinusitis 

Chronic obstructive pulmonary disease 
Asthma exacerbation 
Allergic rhinitis 
Whooping cough (Pertussis) 


Chronic Cough 


ost common 


Postnasal drip 

Gastroesophageal reflux disease 


Less common 


Medications (ACE inhibitor) 
Lung cancer 
Bronchiectasis 
Interstitial lung disease 
Congestive heart failure 
Chronic obstructive pulmonary disease 


m 
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snmn 




• Hx of eating in a unique place that day 

• any friend/contact has the same problem 

Past Hx 

• Similar Attacks 

• Chr. Illnesses (Bleeding Disorders) 

• Hx of recent travel abroad 

• Admissions / Surgeries 

• Drugs (bismuth, Iron Supplements , NSAIDS, 

Aspirin, Heparin) 

Fx Hx 

• Chr. Illnesses (Bleeding Disorders, CA, PUD) 

Social Hx 

• Smoker / Alcohol / Drug Abuse 

• Diet (licorice Blackberries £ jJ 

Beetroot j^-i) 


Sudden Gradual 


Fully Mixed with blood 

Lines of Blood 




Progressiorr 


Armi int- 


A“\l 1 IUUI IL 



Consis 

itancy 



^ Color** 

Analysis 




k Bloody ' 


Bright ( Hematochezia) 
Streaks 


Odor 


^ r 





Freguency- 


-Which part of motion 


Specific time during month 

I rectal Endometriosis | 


I Infection | Acute 



Painful 


| Anal Fissure ;, Thrombosed HemorroidsJ 




Partial 




Early 

Late 


Fatigue 


Palpitation 


Dizziness 


Bloody-Dark 

Stool 


Symptoms of 

hypovolemia 

Sweating 


Abdominal Distension 


Constipation 




Fever 
Abdominal pain 
■Tenismus 
Dysphagia 


Anal itcho Hemorroids, anal fissure. Diarrhea ] 

Change in bowel habit 


Associated 

— Hematemesis/ 

Sypmtoms 

Coffee-ground Vomiting 


o 


UPPER Gl BLEEDING: 

Esophageal Varices. PUD, Gastritis 



Constipation 0 
HeartBurnO 


Diverticulitis, Rectal CA, 
Hemorroids, Anal Fissure 


Gastritis, esophagitis, GERD, PUD, Stomach CA, 
Mesentric embolism or thrombosis, meckles diverticulum 


Other Bleeding 
Sites 


■Easy Bruising 
■Bleeding Gum 
■ Epistaxis 
■Hematuria 


■Swollen Painful J oints 
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Differential diagnosis of Bloody-Dark Stool 

Acute bloody 
diarrhea ± 

mucus 

INFECTION: 

Shigella (bacillary) dysentery 

Campylobacter enteritis 

Enteroinvasive Escherichia coli 
Enterohaemorrhagic type 0157 E. coli 
Entamoeba histolytica (amoebic) dysentery 

First episode of cause of recurrent bloody Diarrhea 


Melena 

Bleeding duodenal ulcer 

Gastric ulcer 

Gastric carcinoma 

Esophageal carcinoma 

Esophageal varices 

Meckel's diverticulum 

Other causes: angiodysplasia, bleeding disorders 

False Melena: 

Black licorice 

Blueberries, 

Iron supplements 

Lead 

Bismuth (Pepto-bismol) 

Recurrent 

diarrhea 

with blood ± 

mucus 

Crohn's disease 

Ulcerative colitis 

Colonic carcinoma 

Colorectal carcinoma 

Diverticular disease/ diverticulitis 


Red Bloody 
Stool 

Bleeding haemorrhoids 

Anal fissure 

Diverticulitis 

Rectal Carcinoma 

Colonic carcinoma 

Ulcerative colitis 

Meckel's diverticulum 

Crohn's disease 

Massive upper Gl bleed 

Trauma 

Intussusception 
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• Hx of Choking 

Past Hx 

• Hx of the Same Problem 

• Chr. Illnesses ( DVT, Cystic Fibrosis, Ml, Bleeding Disorders) 

• Surgeries 

• Traumas 

• blood transfusion 

• Travel Aboard 

• Drugs (OCP's) 

Fx Hx 

• Chr. Illnesses (Bleeding Disorders, CA) 

Social Hx 

• Smoking / Alcohol / Drug Abuse / Sexual practices 

• Dental Hygiene 


Sudden 



- Mixed 

- Steaked 

- Clots 


Hematamesis, epistaxis, Bleeding Gums , 


Hemoptysis 


Pneumoni, Abscess, Bronchiectasis Fever 
O 


Foreign Body 
CA, CHF 


.Abnormal Breathing Sounds 


PE ' Ml Chest Pain 



Confusion 

General Weakness/ Fatigue 
Palpitations 


Associated 


wt i BUS 

Symptoms 


Sweating 


dvf hf | Leg Swelling 


o ! 


Other Sites of Bleeding 



Sputum / Change in amt 
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Easy Bruising, Rectal Bleeding, Menorrhagia, Epistaxis 


Differential diagnosis of hemoptysis by source 

Airways 

Lung parenchyma 

Cardiovascular 

Miscellaneous 

Bronchitis 

Pneumonia 

Pulmonary embolus/infarction 

Anticoagulant therapy 

Bronchiectasis 

Lung abscess 

Congestive heart failure 

Thrombocytopenia 

Cystic fibrosis 

Mycetoma (fungus ball) 

Mitral stenosis 

Pulmonary endometriosis 

Bronchogenic carcinoma 

Tuberculosis 

Aortic aneurysm 


Endobronchial metastases 

Lung contusion 

Pulmonary arteriovenous malformation 


Foreign body aspiration 

Lupus pneumonitis 
Goodpasture's syndrome 
Wegener's granulomatosis 
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* Pregnant? 


Past Hx 

* Chr. Illnesses (Ml, RA, ...} 

* Drugs {OCR's) 

* Surgeries 

Fx Hx 

* Chr. Illnesses (DM, Kidney, CA) 


Social Hx 

* Smoking/ Alcohol/ Drug Abuse 

* Caffeine intake 

* Occupational Hx 
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i Miqrane , Asthma , Drugs] 


Transient 

\ 




• Recent Change In Diet 

• Hx of eating in a unique place that day 

• any friend/contact has the same problem 

PastHx 

• Similar Attacks 

• Chr. Illnesses (DM, hyperthyroidism) 

• Hx of recent travel abroad 

• Surgeries 

• Drugs 

Fx Hx 

• Similar Attacks 

Social Hx 

• Smoker/ Alcohol /Drug Abuse 

• occupation 


Fatty, Pale, Floating, difficult to flush 

Watery CA , Diverticulitis 

MUCUS l|l BP, irritable bowel syndrome. Infection | 


Acute 


Double vision 
Blurred Vision 
Photophobia 
poor coordination 
speech dif ficulty 

Steatorrhea 
Wt loss 

Fatigue 

Abdominal Pain & distension 
Bone fragility 
Skin Rash 


Z-E syndrome 

Associated - Abdominal Pain ^T, 0amping 




if Burning 
-Crampir 

Colicky | Infection ,JBD . IBS , lSv| 


Abdominal Distension 


Constipation (Alternating) |Q CA, Irritable bowel syndrom e 


Heat intolerance 
Wt loss 
Irritabilil 
Tremor 
I ncreased Appetite 
Goiter 



J oint Pain 

-\ 


Back Pain 

A 

Mouth Ulcers 

-A 

Skin Rash 

-4 

Eye Redness 

y 


Skin RashoLiBD^ceiiacj 

wt loss o m 


. . ... p. Toxic staphylacoccal gastroenteritis (2-4 after toxic ingestion) 

vomiting Cl I j ravelers Diarrhea , Viral Gastroenteritis 
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Differential diagnosis of Diarrhea 

Gastrointestinal 

Infection (campylobacter, salmonella } 

Inflammatory Bowel Disease 

Malabsorption (celiac, ...) 

Cancer 

Diverticulitis 

Irritable Bowel syndrome 

Pancreatitis (chronic, cystic fibrosis) 

Starvation 

Endocrine 

DM 

hyperthyroidism 

Others 

Drugs 

Diet Changes 



Constipation 




Fecal incontinance 


Associated 

Symptoms 
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• Recent Change In Diet 

• Pregnant? 

Past Hx 

• Similar Attacks 

• Chr. Illnesses (DM, hypothyroidism, Hypercalcaemia, Hypokalemia, Neurological) 

• Past Pregnancy Problems 

• Surgeries 

• Traumas 

• Drugs 


Differential diagnosis of Constipation 

Endocrine 

DM 

Myxoedema (hypothyroidism , Hyperparathyroidism) 

Pregnancy (| estrogen & progesterone) 

Gastrointestinal 

Obstruction (CA, ) 

Fissure/ Hemorrofds 

Irritable Bowel syndrome 

Diet Changes 

Starvation 

Psychological 

Depression 

Nervous System 

Parkinsonism 

Multiple Sclerosis 

Hirschsprung's disease (Children) 

Others 

Drugs 

Bowel Habit 




I rritability- 

Tremor 

inosomia 

dizziness 

poor coordination 
T HR 
Diarrhea 
Throat lump 
Urinary Frequency 


Hot Flushes 
Headache 
Dry vagina 
Dry skin 
Diffuse hair loss 
Night sweats 
Pallor 
Chest tightness 


Heat intolerance 
Wt loss 
I rritability 
Tremor 
I ncreased Appetite 
Goiter 
Sweating 
Menstrual Disorders 
Diarrhea 


Headache 
Pallor 
chest tightness 
Tremor 
Sweating 


Palpitation 
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Past Hx 

» Similar Attacks 

• Chr. Illnesses (HF, rheumatic fever, MI, HTIN) 

(Hyperthyroidism, stroke, cardiomyopathies) 

• Previous admissions 

• Surgeries 

• Drugs 

Fx Hx 

• Similar Attacks 

■ Hx of Chr. Illnesses 

• Early deaths 

Social Hx 

• Smoker/ Alcohol /Drug Abuse 


Differential diagnosis of Palpitation 



- SVT 

1- Arrhythmias 

Heart Block 

Tachycardia 
- AF 

Ventricular Ectopics 


2 - Menopause 


3- Thyrotoxicosis 


4- Phaeochromocytoma 


5- Fever 


6- Anxiety 


Arrhythmias Causes 


AF Causes 

- HF/IHD 


- HF/IHD 

Chronic Valvular diseases 


Mitral Valve Disease 
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Chapter 1 



SUTURING: THE BASICS 


KEY FIGURES: 

Curved needles: tapered and cutting 
Eversion of skin edges 
Instruments: needle holder 
Instruments: forceps with teeth 
Instruments: suture scissors 
Holding scissors and needle holder 
Needle in the needle holder 
Holding the forceps 
Face bites vs. body bites 
Needle entering tissues at 90° angle 


Simple sutures 

Continuous vs. interrupted closure 

Mattress sutures 

Buried intradermal sutures 

Figure-of-eight sutures 

Instrument tie 

Skin stapler in position 

Staple remover: clamp removing the staple 

Adhesive strips 


Suturing is the joining of tissues with needle and " thread," so that the 
tissues bind together and heal. The "Thread" is actually specialized 
suture material. 

Health care providers frequently encounter wounds in need of sutur- 
ing, and it is important to become proficient. You can practice your su- 
turing skills on pigs' feet, available at a butcher shop. This chapter gives 
you all the necessary information to perform basic suturing, including: 

• Types of needles and suture material 

• Selection of material for various wounds and situations 

• Techniques 

Information about the proper use of local anesthetics for pain control 
while placing sutures is discussed in chapter 3. 


There are two broad classifications of needles: curved and straight. A 
straight needle can be used without instruments. A curved needle must 
be handled with forceps and a needle holder. 

Although hand sewing with a straight needle does not require forceps, 
the technique is cumbersome and entails a much higher risk of ac- 
cidentally sticking yourself. Hence, suturing with a straight needle is 
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uncommon and not recommended if curved needles are available. 
Generally, forceps and needle holders are available, and a curved 
needle is used for suturing. There are two types of curved needles. 

Cutting Needle. A cutting needle is used primarily for suturing the 
skin. It has a very sharp tip with sharp edges, which are needed to pass 
through the skin. Since you will place primarily skin sutures, you gen- 
erally will use a cutting needle. 

Tapered Needle. Tapered needles, or "round-bodied" needles, have 
a sharp tip with smooth edges and are less traumatic to the surround- 
ing tissues. They are used primarily on the deeper, subcutaneous tis- 
sues, blood vessels, and intestinal anastomoses. A tapered needle is not 
good for simple skin suturing because it is difficult to pass the tapered 
needle through the skin. 




A, Tapered needle used for suturing subcutaneous tissue, fascia, and other 
deep structures. B, Cutting needle used for suturing skin. Note the difference 
specifically around the tip of each needle. 



Sutures come in various sizes. The bigger the suture material, usually 
the bigger the needle. The sizing of sutures is similar to the sizing of 
needles for injection: the bigger the number, the smaller the size of the 
suture. Suture sizes range from 00 (very large, used to close the abdom- 
inal wall — about the size of large fishing line) to 10-0 (very tiny, used 
for microvascular anastomoses — as fine as a human hair). You gener- 
ally will use sizes in the middle range: 3-0 to 5-0. 

It is best to use small sutures on the face, such as 5-0 or 6-0. Smaller su- 
tures are associated with decreased scarring, which is a concern with 
facial wounds. (See chapter 16, "Facial Lacerations," for more specific 
details.) On areas where cosmetic concerns are less important, 3-0 or 4- 
0 sutures are best, because the larger size makes the technique easier 
and the thicker sutures are stronger. The tendency is to use smaller su- 
tures on children because of their more delicate skin. Rarely do you 
need anything larger than a 4-0 suture. 
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Many different suture materials are available. The main classifications 
are absorbable or nonabsorbable. A more subtle subclassification is 
whether the suture material is braided or nonbr aided. 

Unless there is a dire emergency, never use regular thread for sutures 
because of the risk of infection. 

Nonabsorbable Sutures 

Nonabsorbable sutures remain in place until they are removed. 
Because they are not dissolved by the body, they are less tissue-reactive 
and therefore leave less scarring as long as they are removed in a 
timely fashion. They are best used on the skin. 

Absorbable Sutures 

Absorbable sutures are dissolved by the body's tissues. The great ad- 
vantage is that the sutures do not need to be removed. However, ab- 
sorbable sutures tend to leave a more pronounced scar when used as 
skin sutures. Absorbable sutures are primarily used under the skin, 
where they are well hidden. 

It is sometimes difficult to get patients to return for suture removal. If 
this is a concern, use an absorbable suture for skin closure. You should 
warn the patient that absorbable sutures probably will result in a more 
noticeable scar than nonabsorbable sutures with later removal. 

Because it is often difficult to remove stitches from children (because of 
their crying and difficulty in staying still), absorbable materials should 
be used when suturing their wounds. 

Braided Sutures 

Braided sutures are made up of several thin strands of the suture mate- 
rial twisted together. Braided sutures are easier to tie than nonbraided 
sutures. However, braided sutures have little interstices in the suture 
material, which can be a place for bacteria to hide and grow, resulting 
in an increased risk of infection. 

Nonbraided Sutures 

Nonbraided sutures are simply a monofilament, a single strand. They 
are not made up of the little subunits found in a braided suture. 
Nonbraided sutures are recommended for most skin closures, espe- 
cially wounds that may be at risk for infection. 
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Table 1 . Characteristics of the Most Commonly Used Suture Materials 


Suture 

Material 

Tissue 

Reaction 

AorN 

Braided 

Non- 

Braided 

Suture 

Strength 

Primary Indication 

Chromic 

catgut 

+++ 

A 

X 


Lasts 3-4 
wks at 
most 

Facial wounds, 
lip/intraoral 
mucosa, chil- 
dren’s wounds 

Nylon 

+ 

N 


X 

Loses 20% 
per year 

Skin sutures 

Polydioxa- 
none (PDS) 

+ 

A 


X 

Lasts 4-6 
mo 

Intradermal su- 
tures 

Polyglycolic acid 
(Dexon) 

++ 

A 

X 


Lasts about 

1 mo 

Intradermal su- 
tures, sutures 
for fascia, 
muscle, muco- 
sa, or subcu- 
taneous tissue 

Prolene 

0 

N 


X 

Lasts a long 
time 

Skin sutures 

Silk 

+++ 

N 

X 


Loses 

strength 

within 

1 yr 

Very clean skin 
wounds, es- 
pecially on 
eyelids 


A = absorbable, N = nonabsorbable, 0 = no tissue reaction, +++ = highly reactive. 


When suturing the edges of a wound together, it is important to evert 
the skin edges — that is, to get the underlying dermis from both sides of 
the wound to touch. For the wound to heal, the dermal elements must 
meet and heal together. If the edges are inverted (the epidermis turns 
in and touches the epidermis of the other side), the wound will not 
heal as quickly or as well as you would like. The suture technique that 
you choose is important to achieve optimal wound healing. 



Sutures should be placed so that the skin edges are everted to ensure that the 
dermis is touching.This technique is important for proper healing. (From McCarthy 
JG (ed): Plastic Surgery. Philadelphia, W.B. Saunders, 1990, with permission.) 
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Instruments Needed 

Needle holder: used to grab onto the suture needle 

Forceps: used to hold the tissues gently and to grab the needle 

Suture scissors: used to cut the stitch from the rest of the suture material 



Left, Needle holder. Center, Forceps with teeth. Right, Suture scissors. 
(Courtesy of Padgett Instruments, Inc.) 

How to Hold the Instruments 

Whenever you use sharp instruments, you face the risk of accidentally 
sticking yourself. Needlesticks are especially hazardous because of the 
risk of serious infection (hepatitis, human immunodeficiency virus). To 
prevent needlesticks, get in the habit of using the instruments correctly 
Never handle the suture needle with your fingers. 

Scissors. Place your thumb and ring finger in the holes. It is best to 
cut with the tips of the scissors so that you do not accidentally injure 
any surrounding structures or tissue (which may happen if you cut 
with the center part of the scissors). 

Needle Holder. Place your thumb and ring finger in the holes. When 
using the needle holder, be sure to grab the needle until you hear the 
clasp engage, ensuring that the needle is securely held. You grab the 
needle at its half-way point, with the tip pointing upward. Try not to 
grab the tip; it will become blunt if grabbed by the needle holder. Then 
it will be difficult to pass the tip through the skin. 
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The needle holder and scissors are handled similarly. For maximal control, 
place the tips of your thumb and ring finger into the rings of the instrument. 
Your thumb does most of the work to open and close the instrument. 



The needle should be held in 
the jaws of the needle holder at 
its midpoint (where the curve of 
the needle is relatively flat). 
This technique prevents you 
from bending the needle as it 
passes through the tissues. 


Forceps. Hold the forceps like a writing utensil. The forceps is used 
to support the skin edges when you place the sutures. Be careful not to 
grab the skin too hard, or you will leave marks that can lead to scar- 
ring. Ideally, you should grab the dermis or subcutaneous tissue — not 
the skin — with the forceps, but this technique takes practice. For sutur- 
ing skin, try to use forceps with teeth, which are little pointed edges at 
the end of the forceps. 
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Hold the forceps as you would hold a writing instrument. 


Placing the Sutures 

For most areas of the body, except the face (see chapter 16, "Facial 
Lacerations"), the sutures should be placed in the skin 3-4 mm from 
the wound edge and 5-10 mm apart. 
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Start on the side of the wound opposite and farthest from you to 
ensure that you are always sewing toward yourself. By sewing toward 
yourself, the suturing process is made easier from a biomechanical 
standpoint. 

Do not drive yourself crazy by placing too many sutures. 

Simple Sutures 

Indication. This technique is the easiest to perform. It is used for 
most skin suturing. 

Technique 

1. Start from the outside of the skin, go through the epidermis into 
the subcutaneous tissue from one side, then enter the subcuta- 
neous tissue on the opposite side, and come out the epidermis 
above. 

2. To evert the edges, the needle tip should enter at a 90° angle to 
the skin. Then turn your wrist to get the needle through the 
tissues. 

3. You can use simple sutures for a continuous or interrupted closure. 



The needle tip should enter the tissues perpendicular to the skin. Once the 
needle tip has penetrated through the top layers of the skin, twist your wrist 
so that the needle passes through the subcutaneous tissue and then 
comes out into the wound. This technique helps to ensure that skin edges 
will evert. 
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A simple suture. 


Interrupted or Continuous Closure 

Interrupted Sutures 

• Interrupted sutures are individually placed and tied. 

• They are the technique of choice if you are worried about the cleanli- 
ness of the wound. 

• If the wound looks like it is becoming infected, a few sutures can be 
removed easily without disrupting the entire closure. 

• Interrupted sutures can be used in all areas but may take longer to 
place than a continuous suture. 

Continuous Closure 

• Place the sutures again and again without tying each individual 
suture. 

• If the wound is very clean and it is easy to bring the edges together, a 
continuous closure is adequate and quicker to perform. 

• Continuous closure is the technique of choice to help stop bleeding 
from the skin edges, which is important, for example, in a scalp 
laceration. 
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A, Interrupted sutures are 
individually placed and 
tied. B, A continuous suture 
is done by passing the 
needle from side to side 
(across the wound) multi- 
ple times before finally 
tying the suture. 



Mattress Sutures 

Indication. Mattress sutures are a good choice when the skin edges 
are difficult to evert. Sometimes you may want to close a wound with a 
few scattered mattress sutures and place simple sutures between them. 
It is a bit more technically challenging to place mattress sutures, but it 
is often worth the effort because good dermis-to-dermis contact is 
achieved. 
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The vertical mattress suture. 


Technique 

1. Start like a simple suture, go from the outside of the skin through 
the epidermis into the subcutaneous tissue from one side, then enter 
the subcutaneous tissue on the opposite side, and come out the epi- 
dermis above. 

2. Turn the needle in the opposite direction and go from outside the 
skin on the side that you just exited and come out the dermis below. 
Then enter the dermis on the opposite side and come out of the epi- 
dermis above. 

3. Your suture is now back on the side on which you started. 

Buried Intraderma I Sutures 

Indication. This technique is useful for wide, gaping wounds and 
when it is difficult to evert the skin edges. When buried intradermal 
sutures are placed properly, they make skin closure much easier. The 
purpose of this stitch is to line up the dermis and thus enhance healing. 
The knot needs to be as deep into the tissues as possible (hence the 
term buried) so that it does not come up through the epidermis and 
cause irritation and pain. 

Technique 

1. Use a cutting needle and absorbable material. 

2. Start just under the dermal layer and come out below the epidermis. 
You are going from deep to more superficial tissues. 
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Buried intradermal suture. 

3. Now the technique becomes a bit challenging. You need to enter the 
skin on the opposite side at a depth similar to where you exited the 
skin on the first side, just below the epidermis. To do so, you should 
position the needle with the tip pointing down and pronate your 
wrist to get the correct angle. It will help to use the forceps (in the 
other hand) to hold up the skin. The needle should come out of the 
tissues below the dermis. Try to get as little fat in the stitch as possi- 
ble; it does not contribute to the suture. 

4. Tie the suture. 

Figure-of-eight Sutures 

Indication. This technique is useful for bringing together underlying 

tissues such as muscle, fascia, or extensor tendons. It is not commonly 

used for skin closure. 

Technique 

1. Usually a tapered needle and absorbable sutures are used. 

2. Start on the side opposite from you. Go through the full thickness of 
tissues on that side, then finish the first half of the stitch by going 
from bottom to top on the opposite side. Advance just a little farther 
(1.0-1 .5 cm) along the tissue. The needle should now be back on top 
of the tissue. 

3. Now enter the first side (going from top to bottom) just across from 
the suture on the other side. Again go through the full thickness of 
the tissue and come out on the undersurface of the tissue. 

4. Now enter the undersurface of the other side even with the first 
suture and come out on top. 

5. The suture can now be easily tied. 
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Figure-of-eight suture. This technique 
is used primarily to reapproximate 
deep tissues such as muscle or fascia. 



Tying the Suture 

The simplest way to tie the suture is by doing an "instrument tie," de- 
scribed below. 

Simple Sutures 

1. Pull the suture through the skin so that just a short amount of 
suture material (a few centimeters) is left out. 

2. Take the needle out of the needle holder. 

3. Place your needle holder in the center between the skin edges par- 
allel to the wound. One end of the suture should be on each side of 
the wound without crossing in the middle. 

4. Wrap the suture that is attached to the needle once or twice around 
the needle holder in a clockwise direction. 

5. Grab the short end of the suture with the needle holder. 

6. Pull it through the loops, and have the knot lie flat. The short end 
of the stitch should now be on the opposite side. 

7. Let go of the short end. 

8. Bring the needle holder back to the center, parallel to the wound 
edges. 

9. Repeat steps 4-8 at least one or two times more. 

10. Cut the suture ends about 1 cm from the knot. 
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Instrument tie. Two loops of suture are wrapped around the distal portion of the 
needle holder, and the free end of the suture is then grasped and pulled 
through the loop thus formed. A third suture loop is wrapped around the needle 
holder in the opposite direction and pulled in a direction opposite to the first tie 
to form a square knot. Note that the short end of the suture switches sides as it 
is passed through the loop to create each knot. (From Simon RR, Brenner BE 
(eds): Emergency Procedures and Techniques, 3rd ed. Philadelphia, Lippincott 
Williams & Wilkins, 1994, with permission.) 

Mattress Sutures 

1. Pull the suture through the skin so that just a short amount of suture 
material (a few centimeters) is left out. 

2. Take the needle out of the needle holder. 

3. Both ends of the suture are on the same side. Place your needle 
holder between the ends of the suture. 

4. Wrap the suture that is attached to the needle once or twice around 
the needle holder in a clockwise direction. 

5. Grab the short end with the needle holder. 

6. Pull it through the loops, and have the knot lie flat. The short end of 
the stitch should now be on the opposite side. 

7. Let go of the short end. 
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8. Bring the needle holder back to the center, between the suture 
ends. 

9. Repeat steps 4-8 at least one or two times more. 

10. Cut the suture ends about 1 cm from the knot. 

Continuous Suture 

1. Do not pull the next to-the-last stitch all the way through; leave it 
as a loop. 

2. Place your needle holder between the loop and the suture attached 
to the needle. The needle holder should be almost perpendicular to 
the wound. 

3. Wrap the suture that is attached to the needle once or twice around 
the needle holder in a clockwise direction. 

4. Grab the loop with the needle holder. 

5. Pull it through, and have the knot lie flat. The short loop should 
now be on the opposite side. 

6. Let go of the loop. 

7. Bring the needle holder back to the center between the loop and 
the suture end. 

8. Repeat steps 3-7 at least one or two times more. 

9. Cut the suture ends about 1 cm from the knot. 



If the sutures are taken out within 7-10 days, suture removal is usually 
easy and should not cause more than a pinching sensation to the pa- 
tient. (See chapter 11, "Primary Closure," for more details concerning 
the timing of suture removal.) 

Simple Sutures 

1. Cut the suture where it is exposed, crossing the wound edges. 

2. Remove the entire stitch by grabbing the knot with a clamp or for- 
ceps and pulling gently. 

Mattress Sutures 

Removal of mattress sutures can be a little more difficult. 

1. Grab the knot and try to lift it up a little; this should allow you to 
see a space between the suture strands. 
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2. Cut one strand of the suture under the knot. 

3. Remove the entire stitch by grabbing the knot with a clamp or for- 
ceps and pulling gently. This suture will be a little harder to remove 
than a simple suture. 

4. If you accidentally cut both ends of the suture, you will leave suture 
material behind. 

5. Look on the opposite side of the skin for the suture. Grab it with a 
clamp or forceps, and gently remove the remaining suture material. 

Continuous Sutures 

1. Cut the suture in several places where it is exposed, crossing the 
wound edges. 

2. Remove portions of the stitch by grabbing an end with a clamp or 
forceps and pulling gently. 

3. The sutures to the knot must be cut in several places for removal. 



Other techniques can bring skin edges together to "suture" a wound 
closed without using sutures. These techniques require more expen- 
sive equipment than regular suturing. 

Skin Stapler 

Indication. The skin stapler is a medical device that places metal sta- 
ples across the skin edges to bring the skin together. The area must be 
anesthetized before placing the staples. The main advantage of staples 
over sutures is that they can be placed quickly. Speed may be an im- 
portant advantage when you need to close a bleeding wound quickly 
(e.g., on the scalp) to decrease blood loss. Staples tend to leave more 
noticeable marks in the skin compared with sutures. They should not 
be used on the face. 

Technique 

1. The edges must be everted. Usually an assistant must help by using 
forceps to hold the skin edges so that the dermis on each side 
touches. 

2. Place the center of the stapler (usually an arrow on the stapler marks 
the center) at the point where the skin edges come together. 

3. Gently touch the stapler to the skin; you do not have to push it into 
the skin. Then grasp the handle to compress it; the compression re- 
leases the staple. 
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Close the skin with clips. The stapler should be centered over the skin edges 
before the staple is released. Be sure that the skin is everted. (From Skandala- 
kis JE, et al (eds): Hernia Surgical Anatomy and Technique. New York, 
McGraw-Hill, 1989, with permission.) 

4. Release the handle, and move the stapler a few millimeters back to 
separate the staple from the stapling device. 

5. The staples should be placed about 1 cm apart. 

To Remove the Staples 

A staple remover device can be used to remove the staples easily (see 
figures on next page). Put the jaws under the staple, and close the 
device. This bends the staple and allows it to be removed. 

If you do not have a staple remover, a clamp can be placed under the 
staple. Then open the clamp to bend the staple so that it can be re- 
moved. Removing a staple in this fashion can be painful. 

Adhesives 

Specialized surgical adhesive materials allow the skin edges to be 
" glued" together. The advantage of adhesives is that the wound does 
not need to be anesthetized for closure. However, a traumatic wound 
must be thoroughly cleaned before closure, which often requires local 
anesthetic. Thus, this advantage may be only theoretical. 

Adhesive compounds are quite expensive, and the quality of the resul- 
tant scar has still not been fully evaluated and compared with the scar 
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Removing a staple with a staple remover. 


from a properly sutured wound. Thus only adhesive tapes are further 
discussed. Never use regular household adhesives to try to close a wound. 


Adhesive Tapes 

Adhesive tapes often are placed after sutures are removed to help 
keep the skin closure from separating. They also can be used as a 
means of closure for relatively small wounds whose edges easily come 
together. 
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A, Closing the wound with adhesive strips. B, Placing adhesive strips to rein- 
force wound closure when sutures are removed. 

After thoroughly cleansing the wound, gently hold the skin edges to- 
gether with your fingers or a forceps. Cut the tape so that at least 2-3 
cm are on each side of the skin edge once the tape is in place. 

Place tape strips one at a time, several millimeters apart. The tapes 
should be placed across (perpendicular to) the long axis of the wound. 
Tapes stay in place for several days and should be allowed to fall off on 
their own. The patient can wash the area but should do so gently. 
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There are many types of suture patterns available to 
close the incisions and wounds encountered daily in 
veterinary practice. Selecting the appropriate type of 
pattern is important to achieve not only 
uncomplicated wound healing, but also good 
cosmetic appearance. However, the important factors 
that assist in the selection of the appropriate pattern 
are not always clear. This review article provides 
some helpful hints and suggestions. 

Suture patterns are typically categorised as: 

1 . continuous or interrupted 

2. inverting, appositional, or everting 

3. the effect the suture pattern has on wound 
tension. 

The choice of using interrupted versus continuous 
suture patterns still remains controversial (Table 1). 
Perhaps the biggest advantage of continuous suture 
patterns is their speed, allowing faster wound closure, 
thereby saving anaesthetic and surgical time in 

TABLE I : Advantages and disadvantages of 
interrupted versus continuous suture patterns 

INTERRUPTED SUTURE PATTERNS 
Advantages 

• Allows adjustment of tension throughout the 
suture line 

• Failure of one knot is often inconsequential 

Disadvantages 

• More time needed to tie individual knots 

• Poor suture economy 

• Increased amount of foreign material in the 
wound 

CONTINUOUS SUTURE PATTERNS 
Advantages 

• Faster 

• Less foreign material in wound 

• Potentially better airtight or watertight seal 

Disadvantages 

• Failure of knot may lead to disruption of suture 
line 

• Less precise control of wound approximation and 
tension 

critically ill patients. However, interrupted patterns 
allow the tension along the wound line to be more 
precisely controlled, adjusting tension according to 
the variable spreading forces along the margin. These 
types of forces are usually more of a problem with 


irregular wound edges. How these wound edges 
look once they are apposed and the suture pattern is 
applied can be described as either inverting, 
appositional, or everting. For most tissue closure, 
appositional suture patterns are preferable, as they 
allow the best anatomical approximation of the 
disrupted tissue planes. Inverting suture patterns have 
been traditionally described for the closure of 
hollow viscera. However, studies have shown no 
added benefit of using inverting suture patterns on 
routine closure of hollow viscera, and have even 
documented a delay in healing when compared to 
appositional suture patterns (Radasch 1990). An 
inverting pattern can sometimes be quite useful, for 
example to invaginate a section of stomach wall 
when managing a patient with gastric dilatation and 
volvulus whose gastric mucosal viability is 
questionable. Otherwise, due to concerns regarding 
possible stricture formation and delayed healing, 
inverting patterns for gastrointestinal surgery have 
largely fallen into disfavour. Everting suture patterns 
are used primarily in areas that require dispersal of 
tension forces along the wound closure line. Many of 
the tension relieving suture patterns commonly in 
use will produce slight eversion. The benefit of 
having slight eversion on skin closure becomes 
evident after removal of sutures (or staples), as the 
scar has a tendency to flatten rather than widen. 
More commonly, most skin closures are accomplished 
using a more traditional interrupted or continuous 
appositional type pattern. 


If you would like to submit an 
article for publication 
contact the editorial panel at 
ukvet@ukvet.co.uk 




KNOTS 

All suture patterns start with one basic component - 
the square knot (Fig.la). Also known as the ‘reef’ 
knot, this knot is primarily used to start and finish all 
suture patterns, whether continuous or interrupted. 
Each square knot consists of two ‘throws’, and by 
reversing directions after each throw and applying 
even pressure as the knot is tightened, the resulting 
knot leaves the ‘tags’ of the knot coming out on the 
same side of the loops. Extra throws are placed over 
the square knot to produce the final knot, with the 
number of throws depending on the type of suture 
material. As a general rule, all square knots should 
have a minimum of three total throws (Rosin 1989). 
Extra throws beyond those necessary to produce a 
secure knot will result in unnecessary extra bulk. 
Failing to reverse directions while tying the knot 
produces a ‘granny* knot (Fig. lb), thus producing 
‘tags’ that exit on opposing sides of the suture loops. 
This knot is inferior to the square knot because of its 
tendency to slip (Rosin 1989). 


Square Granny 

Figs, la and 1b. 


A surgeon’s knot (Fig. lc), produced by passing one 
strand through the loop twice on the first throw of a 
square knot, is occasionally used for closure of tissues 
where tension on the tissues makes it difficult to 
apply a regular square knot. The increase in frictional 
forces obtained from passing the strand through the 


Surgeon’s Half-hitch 

Figs. 1c and Id. 

loop twice will allow a second throw to be placed 
without loss of significant tightening. However, this 
does produce an asymmetrical knot, and subsequent 
regular square knot throws must be utilised to 
prevent the knot from slipping or coming undone. 
The increased bulk and asymmetry of the knot 


makes it less suitable for general ligation than the 
square knot. There should never be a need to 
routinely use a surgeon’s knot other than in areas 
where the tension is too great to facilitate tying a 
square knot. In addition, surgeon’s knots should not 
be utilised with catgut as the increased friction has a 
tendency to make the material fray. 

An alternative to the surgeon’s knot for utilisation in 
areas of wound tension is to tie a ‘half-hitch* knot 
(Fig. Id), slide it down the suture line towards the 
pedicle, and by judiciously pulling the correct tag, 
turning the half-hitch into a true square knot. This is 
termed a ‘sliding knot’. This technique requires some 
patience and practice, but can be a very useful 
addition to the surgeon’s armamentarium, 
particularly when ligating structures within deep 
cavities. It leaves a square knot rather than the more 
bulky and asymmetrical surgeon’s knot. However, it 
must be tightened correctly in order to avoid the 
suture material slipping off the pedicle. 

Surgeons will often utilise a ‘buried’ knot for 
subcuticular or intradermal patterns. This knot is tied 
using the same knotting technique as a square knot, 
but the suture is passed on the near side from deep 
to superficial and then across to the far side from 
superficial to deep. In effect, this produces an ‘upside 
down’ version of the simple interrupted suture, with 
the knot buried in the deeper layers of the tissues. 

GENERAL PRINCIPLES OF TYING KNOTS 

There are three basic methods for tying knots: 

1 . instrument 

2. one-handed 

3. two-handed tying techniques 

Numerous methods have been described for each 
technique, and detailed descriptions can be found in 
the recommended reading list at the end of this 
article. Instrument tying is the most widely used 
tying technique, and has the advantage of producing 
consistent and reliable square knots. This technique 
can be difficult to apply in deep cavities, where the 
one-handed tie may be more useful. The two-handed 
tie produces reliably more consistent square knots 
than the one-handed method, but can be slower and 
unwieldy in small areas. All three techniques have 
their distinct advantages and disadvantages, and 
mastery of these three methods allows the surgeon to 
secure ligatures in a wide variety of situations. 

There are several important principles to consider 
when tying suture material (Toombs and Clarke 
2003): 

• Knot security is inversely proportional to 
diameter of the suture material. As a general rule, 
use sutures no larger than 3-0 (2M) on individual 
vessels and 0 (3.5M) on tissue pedicles) 

• Ensure that adequate and equal tension is applied 
to each strand during knot tightening to produce 
a secure square knot 








• Completed knots are left with 3 mm long tags 
for synthetic material and 6 mm long tags for 
surgical gut. Gut must be cut long due to its 
tendency to swell and potentially loosen when 
exposed to tissue fluids. 

• Do not include frayed or damaged suture 
material within a knot, and only use instruments 


on the end of the suture material. This tag end 
will be removed at the completion of the knot 
anyway. 

• Extra knots produce more bulk and potentially 
more tissue reaction. Only use the recommended 
number of throws for your particular suture 
material. 


TABLE 2: Appositional patterns 


Name of pattern 

Simple interrupted (Fig. 2a) 




Features 

• Easy to apply 

• Secure anatomical 
closure 

• Allows adjustment 
of suture tension 


Usages 

Skin, subcutaneous tissue, 
fascia, vessels, nerves, 
gastrointestinal and 
urinary tract 




• A modified simple Intestinal anastomosis 

interrupted, but more 

difficult to apply 

• Helps control mucosal 
eversion 

• Less susceptible to bacterial 
‘wicking’ 

• Upside down simple Intradermal or 

interrupted to ‘bury subcuticular closure 

the knot’ 


• Faster closure than Skin 
simple interrupted 

• Resists tension and 
prevents eversion 

• Stronger closure than 
simple interrupted 


Simple continuous (Fig. 2e) 



Faster than interrupted Skin, subcutaneous tissue, 
suture patterns fascia,gastrointestinal and 

Promotes suture urinary tract 

economy 

Provides a more airtight 
or fluid tight seal 
More difficult to adjust 
tension 

Can fail completely if 
knot is weak or inadequate 



• A type of modified Intradermal or 

horizontal mattress subcutaneous closure 

suture 

• Promotes suture economy 

• Provides good skin apposition 

• Weaker than skin sutures 

• No sutures to remove 



Ford interlocking (Blanket stitch) 

(Fig- 2g) 


Similar to simple Skin 

continuous but more 
secure if knot fails 
More difficult to remove 



TABLE 3: Inverting patterns 


Name of pattern 





Halsted (Fig. 3d) 


Parker-Kerr (Fig. 3e) 


Features 

• A type of variation on 
continuous horizontal 
mattress sutures 

• Engages submucosa 
but not mucosa 

• Similar to Cushing 
except complete 
penetration into lumen 
of viscera 

• A variation of the 
vertical mattress suture 

• Penetration of 
submucosa but not 
mucosa 

• A variation of the 
Lembert 


• A single layer of 
Cushings sewn over a 
clamp and tightened as 
the clamp is removed. 
Oversewn with Lembert 


Usages 

Closing hollow viscera like 
bladder, stomach, or 
uterus 


First layer of hollow 
viscera closure (stomach, 
bladder, or uterus) 


Closing hollow viscera like 
bladder, stomach, or 
uterus 

Fascial imbrication 

Second layer of closure for 
hollow viscera 


Closure of hollow viscera 
stumps 





Purse-string (Fig. 3f) 


• Circular variation of 
Lembert 


Closure of hollow viscera 
stumps or securing of 
tubes and catheters 



CHOOSING THE APPROPRIATE SUTURE PATTERN 

Choosing the appropriate suture pattern may seem 
daunting to some, but in reality most surgeons utilise 
a few standard suture patterns that they feel 
comfortable with and that have worked for them in 
the past. Tables 2, 3, and 4 contain lists and uses for 
the most common veterinary suture patterns and 
refer to illustrations on what these look like. Some 
types of speciality patterns (e.g. three loop pulley or 
locking loop) are used in special circumstances, and 
reference to them can always be made before an 
operation to refresh the memory. The important 
factor is not always the pattern type, but that the 
appropriate suture material type and size has been 
chosen, the knots are tied securely, and the correct 
tissues have been engaged. Finally, some golden rules 
are worth remembering: 

• Most materials should have four throws (two 


square knots), and some may require more (e.g. 
polydioxanone) . 

• It is worth remembering that a continuous line 
should end with one more throw than it started 
with. 

• Make sure to tighten your knots appropriately 

• Use a sliding or surgeons knot only when the 
tissues are under tension, otherwise use a normal 
square knot 

• Appositional patterns will provide the best 
anatomical reconstruction in most cases, and 
should be preferable to everting or inverting 
patterns 

• Tension relieving sutures should never need to 
be applied on a routine basis. Most tissues 
(especially skin) should be closed without 
significant tension or need for tension relieving 
suture patterns 


TABLE 4: Tension sutures 


Name of pattern 




Interrupted horizontal mattress 
(Fig. 4a) 


Interrupted vertical mattress 
(Fig. 4b) 


Features Usages 

• Appositional to everting Closure in areas of high 

suture pattern tension or occasionally 

depending on tightness used in closure of flat 
of throws tendons or muscle with 

• Can strangulate blood minimal fascia 

vessels at wound edges 

• Appositional to everting Closure in areas of high 

• Stronger in tissues under tension (i.e. some 
tension than horizontal situations of skin closure) 
mattress 

• Less likely to occlude 
small vessels at wound 
edge 



• Variations of vertical 
mattress 

• Can provide necessary 
tension for wound 
approximation without 
direct tension to wound 
edge 


Skin, subcutaneous, 
and fascial closure 
under tension 



i 




Interlocking loop (Fig. 4d) • Self tightening suture Tendon repair 

‘locks’ into tissue 



Three loop pulley (Fig. 4e) • Resembles a far-near Tendon repair 

pattern type but revolves 
around the tendon 360° 
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LACERATION 

HISTORY TAKING 

With any laceration, you must consider several things that will help guide treatment. Always ask 
exactly how long ago it happened, approximate amount of blood loss, and how long ago the patient’s 
last tetanus shot was, Try to get an idea of how contaminated the wound is and how likely a foreign 
body is. You will be deciding: dT shot? (yes if unknown last shot or if last shot was >10years ago) 
Hypertet treatment? (if no known immunization) Antibiotics? Imaging studies? Closure? And if you 
decide to close it, what method will be best? 

• The injury: The mechanism of injury is important in assessing the degree of risk of 
complications of a given wound. For example, the farmer who pierces his foot with a manure- 
laden pitchfork is at high risk for gas gangrene and sepsis. Management would include extensive 
local wound care and possible admission to hospital for intravenous antibiotics. Mammalian 
bites present another risk situation for infection. Is there likely to be a foreign body present in 
the wound? Does the force of injury suggest there is likely to be extensive trauma to deeper 
tissues and/or fracture? 

• The patient: Consider complicating medical conditions such as diabetes, other 
immunosuppressed states or other major organ dysfunction (such as renal or hepatic failure) 
and peripheral vascular disease. These all may affect both resistance to infection and wound 
healing itself. 

• Time of injury: The age of the wound is important in deciding the timing of closure, if at all. 


Laceration 

Age / Condition 

Treatment 

Extremity 

< 12 hours and “clean” 

suture primarily 

Extremity 

>12 hours older or “dirty” 

Older or obviously contaminated or infected 
lacerations are best left alone for healing by 
secondary intention or tertiary intention (closure 
a few days later). Saline soaks and antibiotics 
usually will be required. If cosmetic or other 
functional considerations apply, then referral to a 
plastic surgeon is necessary. 

Face 

< 24 hours 

suture primarily unless obviously infected (rare) 


PHYSICAL EXAM 

Don’t be too distracted by the wound, do a thorough physical, then come to the laceration last. Look 
for signs of excessive blood loss (tachycardia, conjuctival pallor). Assess motor and sensory function 
distal to the wound, as well as circulation (pulses, capillary refill) and range of motion. Make careful 
note of the size and depth of the lesion, amount of necrotic tissue, contaminants, and involved tissues. 
Especially important to note is exposure of bone or transection of large artery or nerve. Visualize the 
wound base to be sure of depth and lack of foreign bodies. Better visualization will be achieved as you 
are flushing the wound. 
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CLOSURE 

PRINCIPLES OF WOUND CLOSURE 

• Minimize bacterial contamination 

• Remove foreign bodies & devitalized tissue 

• Achieve hemostasis 

• Handle tissue gently. 

• Approximate; don’t strangulate 


STEPS 

1 ) Assess 

Once you have decided that the laceration should be sutured, determine what types of stitch 
(eg. simple interrupted, running subcuticular, vertical/ horizontal mattress), and how many 
stitches you will use. Determine the appropriate type, size, and quantity of suture material 
based on the location, size, and complexity of the laceration. 

2) Gather materials 

Bring the following items to the bedside: 

Lidocaine, lOcc syringe, 18 gauge and 25 gauge needle 

chucks 

basin 

flush kit, 500cc NS (OR a bottle of NS, a 30 or 60cc syringe, an 18 gauge IV catheter, and a 
medication cup) 
betadine, 4x4s 
procedure light 
mayo stand 
laceration tray 
suture material 
goggles 
sterile gloves 

4x4s or appropriate bandage material, tape 
antibiotic ointment 

Once you have everything together, make sure your field is well lit (use a procedure light if 
available) and free from any potential contaminators/obstructers (eg. patient clothing). Raise 
the bed so that you don’t hunch over during the procedure. Make sure the mayo stand is 
within easy reach. 

3) Anesthetize 

Clean the area you will be anesthetizing with sterile water or ChloroPrep. Warn the patient 
that this will sting/burn, but assure them it is the most painful part of the procedure. Choose 
1% lidocaine with epinephrine for most procedures. Consider adding Bicarbonate to the 
lidocaine to potentially decrease the burn while infusing. Use lidocaine without epinephrine 
when anesthetizing digits and appendages that are in danger of ischemia. Use bupivicain for 
longer procedures (it has a longer duration of action but also takes longer for onset). Draw up 
the anesthetic with a lOcc syringe and a large needle, then use a small needle to inject, 
making sure the air is out of the syringe before you insert the needle. Insert the needle 
through the wound into the subcutaneous tissue, attempt to aspirate before infusing (to make 
sure the needle is not in a vein), then make a weal under the skin around the wound margins. 
Don’t be shy, use plenty of anesthetic. 

4) Flush 

Wear your eye protection! Make absolutely sure that all foreign bodies have been removed 
from the wound by thoroughly inspecting down to the base of the wound. With chucks under 
the patient, and a basin to catch runoff, flush wound with copious (more than you want to) 
amount of saline. Aim a high power stream directly into the wound. Some hospitals have a kit 
for flushing, which you can attach to an IV bag. Otherwise use a large syringe (however it must 
be small enough to fit into a saline bottle to draw up the saline) and IV catheter as propulsion 
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device. You can poke a hole in the bottom of a medicine cup and put the catheter through it 
so it acts as a splash guard. When you are done flushing remove the basin and wet chucks so 
the patient isn’t sitting in a pool. Dry the skin, being very careful not to contaminate the 
wound. 

5) Prep 

Using ChloroPrep or Sterile water clean the skin around the wound. Use of Betadine has fallen 
out of favor for cleaning and prepping wounds. Use sweeping circular motions starting at the 
wound margin and spiraling outward. Make the area of sanitized skin at least as wide as the 
whole in your drape, so there will be no contaminated skin in your field. Do three spiral swipes 
with three clean applicators to be thorough. Let it dry, and dab off any excess with sterile 
gauze. Open the kit, then open the suture material onto the tray. Put on sterile gloves, then 
place your drapes. 

6) Sew 

Using forceps and a needle driver, close the wound appropriately. Make sure ALL sharps are 
disposed of in sharps container before leaving the bedside. 

7) Bandage 

Cover the nicely approximated laceration with ointment and sterile gauze. Instruct patient on 
how to care for the wound, and tell them where and when to go for suture removal. 


SUTURE TYPES RECOMMENDED FOR SKIN CLOSURE 

A. Deep (dermal or buried) Absorbable Sutures 

1 . Polyglecaprone 25 (Monocryl) 

2. Polydioxanone (PDS) 

3. Polyglactin-910 (Vicryl) 

4. Polyglycolic acid (Dexon) 

B. Superficial, monofilament Nonabsorbable Sutures 

1. Nylon (Ethilon) 

2. Polypropylene (Prolene) 

SUTURE SIZE 

A. General 

1 . Superficial facial lesions: 6-0 nylon 

2. Other superficial skin lesions 

a. Low skin tension areas: 5-0 nylon 

b. Higher skin tension areas: 4-0 nylon 

B. Annotation for suture size indications below 

1 . Skin: Superficial monofilament Nonabsorbable Suture 

2. Deep: Dermal Absorbable Sutures 

C. Size 0: Largest suture 

D. Size 2-0: Can be used to suture in G-Tube or Chest Tube 

E. Size 3-0 

1. Skin: Foot 

2. Deep: Chest, Abdomen, Back 

F. Size 4-0 

1. Skin: Scalp, Chest, Abdomen, Foot, Extremity 

2. Deep: Scalp, Extremity, Foot 

G. Size 5-0 

1. Skin: Scalp, Brow, Oral, Chest, Abdomen, Hand, Penis 

2. Deep: Brow, Nose, Lip, Face, Hand 

H. Size 6-0 
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1. Skin: Ear, Lid, Brow, Nose, Lip, Face, Penis 
I. Size 7-0: Smallest Suture 

1. Skin: Eyelid, Lip, Face 

SUTURE INDICATIONS BY LOCATION 


A. 

Scalp, Torso (chest, back, abdomen), Extremities 


1 . 

Superficial Nonabsorbable Suture: 4-0 or 5-0 


2. 

Deep Absorbable Suture: 3-0 or 4-0 

B. 

Face, Eyebrow, Nose, Lip 


1 . 

Superficial Nonabsorbable Suture: 6-0 


2. 

Deep Absorbable Suture: 5-0 

C. 

Ear, Eyelid 


1 . 

Superficial Nonabsorbable Suture: 6-0 

D. 

Hand 



1 . 

Superficial Nonabsorbable Suture: 5-0 


2. 

Deep Absorbable Suture: 5-0 

E. 

Foot or 

sole 


1 . 

Superficial Nonabsorbable Suture: 3-0 or 4-0 


2. 

Deep Absorbable Suture: 4-0 

F. 

Penis 



1 . 

Superficial Nonabsorbable Suture: 5-0 or 6-0 


Suggested Removal Times for Interrupted Skin Sutures 


Area 

Face 

Neck 

Scalp 

Upper extremity 
Trunk 

Extensor surface hands 
Lower extremity 


Removal time (days) 
3 to 5 
5 to 8 

7 to 9 

8 to 14 
10 to 14 

14 

14 to 28 
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HOLDING NEEDLE DRIVER 
AND FORCEPS 


PROTECTING 
THE NEEDLE 


RUNNING 

SUBCUTANEOUS 
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SIMPLE 


SIMPLE 

INTERRUPTED 




— w 


HORIZONTAL 

MATTRESS 


r; 

r 

c 

r 


X 

x 

* 


VERTICAL 

MATTRESS 


Incl si on 
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LARGE INCISION 


SMALLER HANAGABLE 
SUBDIVISIONS 





SUBDIVIDING 
LARGE INCISIONS 



#1 

Use Interrupted 
sutures to 
subdivide and 
align 


Use Continuous 
sutures for each 
subdivision to 
cl ose 



1, loop the suture 
around the needle 
dri ver . 


INSTRUMENT TIE 


*For the first tie, 
use Z loops around 
the needle driver. 

For all others, use ! loop 
only 


Z . Grip free end of suture 
with needle driver 

3. Pull free end through loop 

4. Pull both ends to secure 

5. Repeat 1-4 
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Suturing techniques 


Aim 


To demonstrate the basic principles of suturing for the closure of cutaneous surgical wounds. 

The tools 


To obtain the best results, it is important to have good quality instruments that are the correct size for the 
location and nature of the wounds being closed. The instruments also need to be correctly sterilised and 
handled carefully. 

The basic suturing kit includes: 

• needle holder 

• fine suture scissors 

• toothed tissue forceps +/- skin hook 

• appropriate suture material 

Suture material 


The two biggest considerations when choosing a suture are the location and tension of the wound. Other 
important considerations are tensile strength, knot strength, handling, and tissue reactivity. Sutures are divided 
into two major groups: 

• Absorbable - lose the majority of their tensile strength in less than 60 days. They are generally used for 
buried sutures and do not require removal. 

• Non-absorbable - maintain the majority of their tensile strength for more than 60 days. They are 
generally used for skin surface sutures and do require removal postoperatively. 

Suture needles also come in a variety of shapes and sizes. Curved needles are almost exclusively used in 
dermatological surgery. Cutting needles move through the tissue more easily and may have their primary cutting 
edge on the inside of the curve (conventional cutting) or outside of the curve (reverse cutting). The benefit of 
reverse cutting is that the tapered puncture left by the suture is directed away from the wound edge and 
therefore tissue tearing is less common. Non-cutting round needles cause even less tissue tearing and may be 
especially useful in delicate areas and fascia. 

Technique 


Grip 

The needle holder should be held with the palm grip as illustrated in Figure 1. This allows superior wrist 
mobility than if the fingers are placed in the handle loops. The needle should be grasped between 1/3 to 1/2 of 
the distance between the suture attachment and the needle tip. 

Suturing techniques: grip 
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Figure 1 


Knot tying (Square knot) 

The long end of the suture is wrapped around the tip of the closed needle holder twice before grasping the 
short end of the suture with the needle holder. The first double knot is then pulled gently tight. Two (or three) 
further single throws are then added in a similar fashion to secure the knot. Each throw is pulled in the opposite 
direction across the wound edge. See Figure 2 

Suturing techniques: square knot 


■ 



Figure 2 


Simple interrupted suture 

The wound edge should be gently stabilised with either toothed forceps or a skin hook. The needle should enter 
perpendicular to the skin 3-5mm from the wound edge. See Figure 3. Entering perpendicular causes a wider bite 
of deeper tissue to be included in the suture than at the surface and consequently causes more wound edge 
eversion and ultimately a superior cosmetic result with a thinner scar. A common mistake is to enter the skin at 
a flatter angle resulting in much less wound edge eversion as shown in Figure 4. The knot is then tied as seen in 
Figure 2. 


Suturing techniques: simple interrupted suture 




Figure 3 


Figure 4 


Continuous suture 

Using a continuous suture rather than multiple interrupted sutures offers a significant time saving. However, it is 
not as strong as interrupted sutures, and can strangulate the blood supply in wounds under more than minimal 
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tension. An interrupted suture is performed, but only the free suture end is cut before the needle is 
reintroduced and directed diagonally across the wound to exit the skin on the other side. The suture is then 
brought across perpendicular to the wound edge and reintroduced on the first side again with each bite. See 
Figure 5. Once the entire wound is closed, a loop is made with the last pass of suture, and this loop is grasp by 
the needle holder to tie the knot. This is demonstrated in figure 6. 

Suturing techniques: continuous suture 




Figure 5 


Figure 6 


Vertical mattress suture 

This suture provides excellent wound support, decreases dead space, and provides superior wound edge 
eversion. The needle is introduced 5-10mm from the wound edge and a deep bite of tissue is taken before 
exiting the skin in the same position on the opposite wound edge. The needle position is then reversed in the 
needle holder, and the needle is reintroduced l-3mm from the second side of the wound and a smaller bite of 
tissue is taken before exiting on the first side of the wound. A knot can then be secured as shown in Figure 7. 

Suturing techniques: vertical mattress suture 



Figure 7 


Horizontal mattress suture 

This suture is especially good for distributing wound tension across larger wounds particularly for the initial 
sutures. The needle is introduced 5-10mm from the wound edge and exited on the opposite side of the wound. 
The needle is then reintroduced on the second side of the wound but 3-5mm along the wound edge from the 
exit point. The suture exits in the same position on the first side of the wound and the suture is tied as shown 
in Figure 8. The disadvantage of this suture is the risk of strangulation of the dermal blood supply and 
subsequent edge necrosis. 


Suturing techniques: horizontal mattress suture 
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Figure 8 


Running subcuticular suture 

The benefit of this suture is the minimal epidermal puncture points allowing the suture to be left in place longer 
without suture-track scarring. The needle is introduced 10mm distal to one wound end and brought out inside 
the apex of the wound within the dermis. The free end of suture can be tied off on itself, or secured with a bead 
or crimp. Horizontal bites of dermis are then taken from alternating sides of the wound working towards the 
other wound apex. The second epidermal puncture is made when the needle exits 10mm from the other end of 
the wound. See figure 9. The second free end can be secured in the same way as the first. Alternatively, 
absorbable suture material can be used and the ends tied off underneath the skin surface. 

Suturing techniques: running subcuticular suture 



Figure 9 


Buried suture 

This suture is extremely important for distributing wound tension to the dermis rather than the epidermis and 
also for closing dead space. It provides longer-term support to the healing wound and improves the cosmetic 
result. The wound edge is everted with a skin hook and then an absorbable suture is introduced at the 
subcutaneous level and brought back out at dermal level on the same side of the wound. See figure 10. The 
needle then enters the same dermal level on the opposite side of the wound and exits the in the same 
subcutaneous level as it was initially entered into on the first side of the wound. The knot is tied deep at the 
subcutaneous level and the free ends cut short. See figure 11. 

Suturing techniques: buried suture 



Figure 10 



Figure 11 
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Suture removal 


The time to suture removal depends on the location and the degree of tension the wound was closed under. 

This varies between surgeon and situation, but as a general rule sutures on the head and neck are usually 
removed between five and seven days post-operatively, while sutures on trunk or extremity wounds are typically 
removed between ten and fourteen days. To remove sutures, one tail of the suture should be grasp with forceps 
and pulled gently towards one side to the wound, elevating the knot. The opposite side of the suture should 
then be cut with stitch-cutters or fine suture scissors immediately under the knot. See Figure 12. The suture 
can then be pulled out of the tissue by pulling towards the opposite side of the wound as seen in Figure 13. 

Suture removal 



Figure 12 


Figure 13 


Draft 16 May 2008 

Related information 
References: 

• Surgery of the skin procedural dermatology. Ed Robinson JK, Flanke CW, Sengelmann RD, Siegel DM. Elsevier Mosby 
2005. 

On DermNet NZ: 

• Skin surgery 

• Excision of skin lesions 

• Skin biopsy 

Other websites: 

Books about skin diseases: 

See the DermNet NZ bookstore 
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If you have any concerns with your skin or its treatment, see a dermatologist for advice. 
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Introduction 


The electrocardiogram (ECG or EKG) is a special graph that represents the electrical 
activity of the heart from one instant to the next. Thus, the ECG provides a time-voltage chart 
of the heartbeat. For many patients, this test is a key component of clinical diagnosis and 
management in both inpatient and outpatient settings. The device used to obtain and display 
the conventional ECG is called the electrocardiograph, or ECG machine. It records cardiac 
electrical currents (voltages or potentials) by means of conductive electrodes selectively 
positioned on the surface of the body. 

This book is devoted to explaining the basis of the normal ECG and then examining the 
major conditions that cause abnormal depolarization (P and QRS) and repolarization (ST-T and 
U) patterns. 

Why is the ECG so clinically useful ? 

The ECG is one of the most versatile and inexpensive of clinical tests. Its utility derives 
from careful clinical and experimental studies over more than a century showing the following: 

• It is the essential initial clinical test for diagnosing dangerous cardiac electrical 
disturbances related to conduction abnormalities in the AV junction and bundle branch 
system and to brady- and tachyarrhythmias. 

• It often provides immediately available information about clinically important 
mechanical and metabolic problems, not just about primary abnormalities of electrical 
function. Examples include myocardial ischemia/infarction, electrolyte disorders, and 
drug toxicity, as well as hypertrophy and other types of chamber overload. 

• It may provide clues that allow you to forecast preventable catastrophies. A good 
example is a very long QT(U) pattern preceding sudden cardiac arrest due to torsades de 
pointes. 

Physiological anatomy of the heart : 

The heart is a hollow muscular pump situated in the left side of the thoracic cavity partly 
behind the sternum, consisting of 4 chambers : 2 atria and 2 ventricles. 

The heart is covered externally by epicardium ( which is the visceral layer of the 
pericardial sac). The inside cavity of the heart lined by endothelial layer called the 
endocardium. An intermediate muscular layer lying in between the epicardium & endocardium 
known as the myocardium. 
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Physiology of Cardiac Muscle ; 

The heart is composed of three major types of cardiac muscle: 
atrial muscle, ventricular muscle, and specialized excitatory and conductive muscle fibers. 

The atrial and ventricular types of muscle contract in much the same way as skeletal 
muscle, except that the duration of contraction is much longer. Conversely, the specialized 
excitatory and conductive fibers contract only feebly because they contain few contractile 
fibrils; instead, they exhibit either automatic rhythmical electrical discharge in the form of 
action potentials or conduction of the action potentials through the heart, providing an 
excitatory system that controls the rhythmical beating of the heart. 

The cardiac muscle has certain special properties which are : 

1. Rhythmicity: ability of the heart to beat regularly at constant rate. 

2. Contractility: ability of the heart to contract and push blood into circulation. 

3. Excitability: ability of the cardiac muscle to respond to an adequate stimulus 
contraction. 

4. Conductivity: ability of the cardiac muscle to conduct excitation wave from one part of 
the heart to another. 

In EKG study we are concerned with study of Rhythmicity and conductivity of the cardiac 
muscle. 


we will review a few simple principles of the heart's electrical properties. The central 
function of the heart is to contract rhythmically and pump blood to the lungs for oxygenation 
and then to pump this oxygen-enriched blood into the general (systemic) circulation. The signal 
for cardiac contraction is the spread of electrical currents through the heart muscle. These 
currents are produced both by pacemaker cells and specialized conduction tissue within the 
heart and by the working heart muscle itself. 

Pacemaker cells are like tiny clocks (technically called oscillators) that repetitively 
generate electrical stimuli. The other heart cells, both specialized conduction tissue and 
working heart muscle, are like cables that transmit these electrical signals. 


Electrical Activation of the Heart : 

In simplest terms, therefore, the heart can 
be thought of as an electrically timed pump. The 
electrical "wiring" is outlined in Figure. 

Normally, the signal for heartbeat initiation 
starts in the sinus or sinoatrial (SA) node. This 
node 

is located in the right atrium near the opening of 
the superior vena cava. 
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The SA node is a small collection of specialized cells capable of automatically generating 
an electrical stimulus (spark-like signal) and functions as the normal pacemaker of the heart. 
From the sinus node, this stimulus spreads first through the right atrium and then into the left 
atrium. Electrical stimulation of the right and left atria signals the atria to contract and pump 
blood simultaneously through the tricuspid and mitral valves into the right and left ventricles. 

The electrical stimulus then reaches specialized conduction tissues in the 
atrioventricular (AV) junction. The A V junction, which acts as an electrical "relay" connecting 
the atria and ventricles, is located at the base of the interatrial septum and 
extends into the interventricular septum. The upper (proximal) part of the AV junction is 
the AV node. (In some texts, the terms AV node and AV junction are used synonymously.) The 
lower (distal) part of the AV junction is called the bundle of His. The bundle of His then divides 
into two main branches: the right bundle branch, which distributes the stimulus to the right 
ventricle, and the left bundle branch, which distributes the stimulus to the left ventricle. 

The electrical signal then spreads simultaneously down the left and right bundle 
branches into the ventricular myocardium (ventricular muscle) by way of specialized 
conducting cells called Purkinje fibers located in the subendocardial layer (inside rim) of the 
ventricles. From the final branches of the Purkinje fibers, the electrical signal spreads through 
myocardial muscle toward the epicardium (outer rim). 

The His bundle, its branches, and their subdivisions are referred to collectively as His- 
Purkinje system. Normally, the AV node and His-Purkinje system form the only electrical 
connection between the atria and the ventricles (unless a bypass tract is present). Disruption of 
conduction over these structures will produce AV heart block. 

Just as the spread of electrical stimuli through the atria leads to atrial contraction, so the 
spread of stimuli through the ventricles leads to ventricular contraction, with pumping of blood 
to the lungs and into the general circulation. The initiation of cardiac contraction by electrical 
stimulation is referred to as electromechanical coupling. A key part of this contractile 
mechanism is the release of calcium ions inside the atrial and ventricular heart muscle cells, 
which is triggered by the spread of electrical activation. This process links electrical and 
mechanical function. 

The ECG is capable of recording only relatively large currents produced by the mass of 
working (pumping) heart muscle. The much smaller amplitude signals generated by the sinus 
node and AV node are invisible with clinical recordings. 

Depolarization of the His bundle area can only be recorded from inside the heart during 
specialized cardiac electrophysiologic (EP) studies. 


Heart has two types of action 


• Mechanical: Contraction &relaxation 

• Electrical: Depolarization & repolarization 
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Blood supply of the heart through the coronary arteries 

Anatomy of the coronary arteries 

The left Coronary artery: 

It arises from the left sinus of Valsalva and 
passes forwards & to the left in the 
atrioventricular groove for a short distance and 
then divides into two branches: 

1. The left anterior descending artery: it 
passes downwards in the anterior 
interventricular groove to the apex of the 
heart & then turns backwards to 
anastomse with the posterior descending 
artery. 

2. The circumflex artery: it continues its 
course in the left atrioventricular groove 
to anastomse with the right coronary. It 
gives several obtuse marginal branches. 


The right Coronary artery: 

It arises from the (right sinus) of Valsalva and runs in the right atrioventricular groove to 
the posterior surface of the heart to anastomse with circumflex artery. 

In the back of the heart it gives the (posterior descending artery which runs downwards, 
in the posterior interventricular groove, to anastomose with the anterior descending artery. 

Pattern of coronary supply 

• Balanced circulation: 

The left coronary artery supplies left atrium, left ventricle & anterior part of the 
interventricular septum. 

While the right coronary artery supplies right atrium, right ventricle & posterior part of 
the interventricular septum. 

• Right dominance: 

The right coronary supplies also the posterior part of the left ventricle. 

• Left dominance: 

The left coronary supplies also the posterior part of the septum & the posterior wall of the 
right ventricle. 
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Principles of ECG 
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6jru£ Jim dim OpiibJI W3Ve Jl j^JJb 
J&OuJb Jm US ( q Wave ) 6j\Jsm J sSCjb 


waves ,> gib bo 5 right ventricle Ji j ^ui ct^SJi jl « Ub J*i 3 
septum Jl cm ba wave Jl J^ j^SL* « 1$*-^ ECG Jl j4e 14 , 
right Jl coib eb^SJi j s. eUJ6$ septum Jl j JJI ebj^SJi j* gsb small r wave in \i x ji5 u^s jlsu 
right j i^bo jji ebj^sJb wave Jl cJ^Joi^ septum Jl j jji cbj^sJi ^ i>ub q wave dJaS^ « ventricle 

V 6 j ventricle 

^msjb « right ventricle Jl j Cmim 3 « septum Jl J c^-Lo ebj^SJi bo jsu 

left ventricle Ji j 

left ventricle Ji j jji ebj^sJi jp &*jui waves Ji Lu*> js 

right ventricle Ji^ « septum Jl J LabJ^ jji e^aLti ^ 

( Vx ) oa-i^ ^s_) chest lead Jl jp cm* i^&lsui eb^SJi 

JUuLU 6-° 
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Innovation 


ykjifl i_J a ||4<«htl gjji' 


Simple ECS 


obuVi i jl 3 ( ^bJi ji giibj endocardium ji c&> bundle branch ji ji) ) cavity ji jllc & i$»- j* &b- ebj^sJi j e y 

negative wave ^$9 

left ventricleji gta thickness of muscle Ji j^s 
j^i 4it ibtiUJi wavej) 
j&<2Jb qu-a U5 bjru5 ( S wave ) 


« ^b 0 j ^ >0 n Llu^ 3J 
JUJJJ jusjl jjo cbj^SJl olptilj 

( V 6 ) &u, q&j chest lead Ji obol ^ b 
positive wave ^$9 


jj5i left ventricle Jl gix> thickness of muscle Ji 

j&) 4it ibulill Wave JI 
JS^iJb jua jji U5 bjru5 ( R Wave ) j^&lifc 



4jbi jib chest leads JI J& ^jsjj it piiSJi 5 « Ub bob! J 

right ventricle JJ e Ji iwij9) Vj jj 
( r wave JI j* S Ji jl ) bj$*Jl J JJ l jSJiJb ^Lb J \i 1 Ji 4*^ JJ l JSJUI9 

right ventricular pattern 

left ventricle JJ « j. yjl V6JI9 
Sj^jaJI (j (jJ JJI JS^iJb gib J Vg JI 4A*ijrufc JJI J&<*Jl9 
( 4jbl jib jjJau 4J bi^^A Juo j^&j' ilSo S W3Ve JI3 ) 

left ventricular pattern 



Five waves j*-^ i_JDi ^ 
I—Jjfjb W^5 JJ) 

( complex Jb i^a-u Jc ) QRS Ji 5 P J) 

T wave Jl 

Atrial depolarization ji ji| P wave ji • 
ventricular ji jii QRS complex ji • 
depolarization 

ventricular ji jii T wave ji u*o • 
repolarization 
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Innovation 


jAjifl i_J a ||4<«htl ilgtl gJjJSJ 


Simple ECS 


Atrial depolarization ji jil P wave ji 
: ^iAe atrium jj ^yi j^uti ^ P wave ji J! « ^ J* && s 
P wave ji i y oy* atrium ji j j**** J\ 
jSja P wave ji jS Atrium ji y • 

Multiple P waves before QRS ^ju s. yua> ventricle ji & j$\ contraction Ja*j ia> atrium ji y • 

absent P wave &xs. contraction j^su atrium ji y • 

« I j 5 L &3 

Atrium jj ^yi jiui ^ P wave ji isi 

ventricular depolarization QRS complex ji 
: ventricle jj ^yi j^a,i ^ 

QRS ji jijAfe jS ventricle ji y • 

« ijisu 'AXa ventricular tachycardia j^su Iju yji ^5 iisLiu. «us j^ ventricle ji y • 
tysji deformed lysia & QRS ji « ventricle ji 4jJUs arrhythmia ji ^ 

QRS ji ^ y jy ^ ventricle ji j j^oa y 

T wave ji 04S ja 
Ventricular repolarization ^Lu^a 

: 6$$jLLo 6jAs gx '&> 

atrial depolarization y Atrial contraction jy 
ventricular contraction y ventricular depolarization ^ 
ventricular relaxation y ventricular repolarization ^ 

Atrial repolarization y«-,i ^aJi & c*a 5 ^ 
which is small and masked by QRS complex 
QRS JI cUI CJLag-g 4 h».«) isrW ijist) 

yisi QRS ji ajj jut 


jjjjlp <JJI 

( ioiik^ti ayiUgti 4*41 4jyyj ) A.V. node ji ji 
PR interval ECG ji j j^ 

A.V. nodal conduction ji jzt ^ PR interval ji 
A.V. node (JI yS> ^ diSLa^o ijpJJS' 3) 

PR interval ji ©Jl* ^ y jl-a 
A.V. nodal conduction ji jjls PR interval jii 
A.V. nodal block ^ heart block 6 J UP X3 J 3 S 0 14 [szda 
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Innovation 


ybjVI i_J a ||4<«htl al$4l 


Simple ECS 


555 EGG Jl J-coji 


' ^£> Oj L-t ( d ALigfao bl^3 J-o gSJJ 3 jJaiDI g<* o > <t ^ gI 4 1 ^ Cj)jrcol^JL> 4 q * « *lt « 1 q II 4 j ^5 3-32^j ) 12 leads 4 *) EGG Jl 3^? 


Limb leads • 
Chest leads • 


: j^cjj ^lo 4*33 ( osi^byb ) Limb leads 

( ijuhoi jo i 3 ji (gixJb ) ( ga a o g\ 3 jls ) Bipolar ^ 

( 4ha*> jut cbj^SJi g«JL>) ( jip-Ij o9gi« tUs>® ) Unipolar ^ 

: <> 5jU « Bipolar limb leads J) 

( both upper limbs jl u j^i la ) LI S 

( right upper limb and left lower limb go to j^-ji I* ) L2 v' 

( left upper limb and left lower limb & 10 la ) L3 v' 

: ajLt « unipolar limb leads Jl 

( 4 -JLSJi 4~«sbJi ib^ijJi la ) ( right arm Jl augmented voltage la ) aVR S 

(left arm jl augmented voltage j*)aVL S 
( left foot Jl Ja augmented voltage J * ) aVF S 


Chest leads 

( viiti pul f&y precordial leads jiii) ^yi 5 « chest wall Jl js. i$k*oo ^‘y) 

6 chest leads ^ SjU 
( VI, V2, V3, V4, V5, and V 6 ) ^ 3-^.5 

!!!555 ECG Jl 3 ^?' J^y “ oLJjS (JJ) Jl^uJI o^Ipo 
oJUl ^mij 4Sj5 ijs- l^jjitaj '3 cb_^S3l Jsouj '3 jLoJI juai J ^o$ZL> JiLol js- OjLc- ECG Jl 3^? 

ECG 4lo A Ui> iglll jOSxmJ) osljial ^Js- ^£*5>jo jljl gjjl Ujui. j^SLo 

( (( 1^1 « jJLo) << J-O^l ) 

jjlo 6 leads Ujulc- 

j05C<*JJ (^jLOmJI (^jVl 6 $ ^ 3 -u>yi 

^JLaJI J- 4 JI j-o^yi 
J-Jl ^Lc- jjL^yi 

( j-fVl jl3 <c jvujVI (woIpJ) \jb\jj&£’$ el « S^SjcdJ^ ) 


: j*y 15 1*5*0 chest leads jj 4 ^fb 
Right 4 th space adjacent to the sternum : V x > 
Left 4 th space adjacent to the sternum : V 2 > 
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ySjJI i_J a ||4<«htl il$4l gJjJSJ 


Simple ECS 


Between V 2 and V 4 : V 3 > 
Left 5 th space mid clavicular line : V 4 > 
at same horizontal level of V 4 but at anterior axillary line : V 5 > 
at the same horizontal level of V 4 but at mid axillary line : V 6 > 

... jJl 5 Dextrocardia Jl j iuJl 5ibj c-Sja jsio-o ibb chest leads <us 

as V 3 but on right side : V 3 R > 
as V 4 but on right side : V 4 R > 

as V 5 but on right side : V 5 R > 

as V 6 but on right side : V 6 R > 

heart ji j ojS section ^ 

V 3 and V 2 Right ventricle ji • 

V 5 and V 6 asxs left ventricle ji 5 • 

V 3 and V 4 Septum ji s • 

V 3 and V 2 j ischemia ji « ischemia <us ^ right ventricle ji u 

V 5 and V 6 o J3 ^j jji a^i oij^isbi ischemia <us left ventricle ji it 

topographism 14^1 <u£ 

leads of ECG Jb Wall of the heart Jl ^ ojLc 


Leads 

Wall 

II - III - aVF 

Inferior 

1 -aVL 

High lateral wall 

Va-V 2 

Septal ( antro-septal) 

V3-V4 

Strict anterior 

v s -v 6 

Low lateral 

Vx - v 3 r v 6 r 

RV free wall 

Louis Leads 

Atrial Activity 

N.B. posterior wall potentials are recorded in the anterior leads as a mirror image for 
waves provided to be drawn in the posterior leads because posterior leads are 
technically difficult to be made. 


topographism aUs.\ dJ$ib u 
wall Ji Ioa artery Jl iJu* jie ^1 Leads Jl ^19^ 
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ybjVI i_J a ||4<«htl gJjJSJ 


Simple ECS 


ECG Graph paper 


^ 5^50 5jru5 CUuj -0 ^ SjL^ ECG Jl 

Sjr^s-o Olszjj-o 

jrbbo gjj-o 5X5 ^Js- gg&uJ juSJl 

( jbjxJb 4 Lu- 0^3 J 3 UIJ ) 

voltage • 

duration hjbyJi • 

du ration jf 

ECG Jl 4SJ3 

iJtdl (J 25 mm 

<< (JUl>3 

4JIS 0.04 Jl^-L jr^dl gjj 4 »l 

<c JUl >3 

4JIS 0.20 = 0.04 X 5 = jru&l &> tl 
( 4Jtf 1/5 ) 

*6jju5 OUl)j-o 1^3 4-Jldl i^Xsj 

555 Jru5 gjj-o ^ 1^3 4iLijJl u 
4aJjJI J jruJ g>y> 300 = ( 22JjJI J Jl$dl SJi£ ) 60 X ( iJlill J SjruSJl Gtsuj-U SJi£ ) 5 

555 j^uc gjj-o 1^3 4JLsjJI 

4iLsjJ) ^ jrdbo 2^J-° 1500 = ( 4ilijj) ,3 Jl^l SJiP ) 60 X ( 4-JUI £ GjrdbaJl OUi4j-tl ) 25 

Voltage ji 

1 mV signal ^aJb it 4 >l ECG Jl 

( OUi>j-o jCuS> ) 10mm lAjwXS 4ilob ^JiJI puoj jl^ 4 Sj 3 l^-oJ>jfo 

Standard Jl I 03 (2 big squares liU*^ lmV J5 jl ) Caliberation l^i &J3 

half caliberation bju^ 4 -i 

p*u>j 4 §j 3 qjq Ijl^ SjruS^ waves Jl 3 ) l ^Ugjb ^3 one big square LLo-a>j CJ 33 j^^i 3 J 

double caliberation Ujop <ti 
4 big squares tuu^j CJ 3 S j-o 3 J 
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ykjjl i_J a ||4<«htl gJjJSJ 


Simple ECS 


Comment on ECG 


i «Lwi 5 jLt- {Js- ECGji ^ 

1. Rhythm 

2. Rate 

3. Axis 

4. P wave 

5. P-R interval 

6. QRS complex 

7. S-T segment 

8. T wave 

9. Q-T interval 

10. U wave 


1. Rhythm 


: Js. <us ECG Ji J Rhythm J) 

5? Sinus or not • 
Regular or irregular • 


??? sinus 4 j j 

P wave is followed by QRS complex JS 
complex JI ^ J S Jl 3 R Ji 5 Q JI {0^ QRS complex Jl J* 14 <u)i C U jj <lJ ) 

( Q 3^ “ R .9^ S 


ventricular complex Jl j-s 

P wave 03^ 

55? regular 4 jJ 

Numbers of big squares between each R-R interval are equal 

i>3Lao« R-R interval JS & otsuj4,i ^ 

5? i)3L«xo R-R interval Lo Olsuj4,l CJ15 3J 
rhythm is irregular Ji ^ 


: irregular Jl rhythm Jl 11*3 

( Atrial fibrillation jl ) marked irregularity 03SJ js • 

( extra systole Jl ) occasional irregularity 09& • 


long strip Jl rhythm Jl Jijab 
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ybjVI i_J a ||4<«htl gJjJSJ 


Simple ECS 


c>\jj^b 3 jS\ 4^ lead ^1 jjjca « long strip 4*s jiaSLo 
• • y R-R interval ^jru ObijAl siJLt 03^63 

2. Rate 

rate Jl J normal ji bjjj 
beat per minute « 90 Jl 60 cy> 

tachyarrhythmia « 100 ^ yS\ • 
bradycardia « 60 ,> jsl • 

rate ji uU ijlS 
« y 3 ‘\ rhythm Ji yitjaj 

R-R interval <>*&• obu>li ijs. 300 = heart rate Jii « regular rhythm jtf lii 

( il* 5 ) R-R interval & obujli ao* J* 1500 $i 

Irregular « rhythm Jl jis lii b>1 
?? rate ji uU zjlS 
( R-R interval ij\J 5jj^£Jl Olsij-U Ja-aJ^Xo ) ^Js> Lo^-uJLo 300 
(jL^J) ^0.34,1 ( average Jl 3) mean Jl 300 ^ ) 

555 ^IjJ 

<wJlb 15 4pI§ 3 « yMb l >*uxp- IfyS 4£l§3 « yUb bj&£> IfyS <bls c< Obis O^Ij 4*S 4L9 Ju>lb JJ 1 >U*J 1 3 J 

30 JSJ\ yMbJl JS ( 15 « 5 « 10 ) 
555 4£ls pis' UwU^3 
Obis 

10 ^Luj 30/3 

o^lblO 4pIs J5 oUbJl Ja-a>3lo UL> 

RR interval jru OlsLo-o OMj Jbbjfc 
555 gjj-o plS^ OlslttJ)! i^cla 

j052j 1 j 3 JJ1 OlsLco CJLJ1 ^jru to Ob^^tl gib tu^JCSl 

SjruS' Objj-o 9 
3 555 4sUu> pl5 ^3 
555 pi* b^3ltl UL> 
3 = 9/3 

100 beats per min. glk> 300/3 « 3* JJ1 ^3^1 <Jb 300 rate Jl uo 
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Innovation 


jJbjVl H^LuiaJ) ££ji3 


Simple ECG 


43£4jl <c Jasu 1j 3 Glslo-uo gjjl Ji^b ijSLqjO 

555 guslar jLp-b* jSLsjo Jjb 

ijS^AA « 6 1 

2 4 SL*uO jSjo\$ 4 SLuA yS I dsr yuJ 

JUuill Js- jjo olsUuo 3 J 3 I jlp- 3 Lead 2 J l$b LLlp^ 

555 1 4-^3 Jjfc 

© 3jr^ (£^1 db& 

( 6 juS OlsujA 0 ^- 0 *^ 5 jt*£ 4 JLJ 1 jV 13 ) 3 $ 6 ) juS gjj-o 30 (J Obj>a)l ^Js> j^-o-o 

'6j*S' (J gjUl 0/^3 

<bjG ^15 ^ 4*3 juS gjj-o 30 JixX& 

10 (J GbjyaJ) lj 

'<&£* J rate Jl dlLslL> 


<C (JL -0 

GbjG ^>**- 03 - ^4-^3 <c jru 5 gJj-o jrbMj Lob) 

heart rate J) ul> 
4 iLsjJ) J 4jj^? 50 = 10 X 5 


Gbj^j iJLt Jlc -3 cLLoi) ^a)j Ccc-L) 43 J 3 J) l^la^ gjj-o 30 b « b^j 3 -V I 4 J 3 I 3 -® ^ 15 SjJa-u^o Gbb « dL *£3 ^L- J 4 -o*j jLL £3 ) 

( yJLiij) 

© « 4i»3^dLo 

rhythm J) j ^3 rate J) ECG J) J Jj>jj db) 

4-ojd J& <ja jLfliaA d)3 


3. Axis 


« l 4 <^ Uum^uJ 4 ibjJs IIS' 4*3 
l^LxsicuJ JJ! <3^3 I4JL ^3^ |^U) iojjiaJI ^414^) j 5 vJ 


aVF jt ^)3 lead 3 ) « £>^b j ^)3 lead joj 

b b « b b 

aVF ^Js- Jl ^-)3 b <c 4 j^j ^Js- Jl ^)3 b 


55 4jI ^ 4-i joJ 

QRS J) joa!^ 
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ykjjl i_J a ||4<«htl gJjJSJ 


Simple ECS 



QRS JI ^ 

( ) Positive « QRS Ji e~&J « j^i 5 Lead j 

« iiiU lead o^ju^ 
positive 5^ QRS Ji 

normal b 


lead J c**aJ 
positive « QRS Ji 
aVF Ji 3 ) a lead J 

Positive « QRS J) 
Axis is normal J$aj ul> 
Axis is normal 


« j ^\ 3 Lead J 

( c*poJ i^bal ) negative « QRS Ji e~&J 


Oi^J 


aVF 51 lead j 4z^ 


positive « QRS Ji 

<c j&u) ^jru-ob 

4 j&slJ QRS J) 



<« QRS J) 

u (jtZLSZJ I 

gu^lo^o doJ ULj « jOSL) to 

555 dJbjJl 

right axis deviation b ul> « <3 


QRS Ji c-sj *1 
positive Jts^ij lead £ 
negative 45^ lead 3 
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ybjVI i_J a ||4<«htl gJjJSJ 


Simple ECS 



f jjj 3 &£j& « (j ^TI j2lO 

??? & ajbjJI 

left axis deviation b la-j « juj. 

« j Luis’- L) (jiaj 

iju5i lead (jlc lead (jb 

( aVF 5 i ) 

Normal J) b « Positive ^‘yi 

positive j^i 5 Lead e^of >t 
Negative ( aVF 3 \ ) lead o-D 3 
left axis ^ &> « (jUAl f^yXSJ 

deviation 



« negative j^Ij Lead ^ 
positive ( aVF 3 ) ) quji lead 0JD5 
right axis deviation ^JLSO <c 

© « dii$s>! lo 

??? axis deviation Ji £i$ii <01 ^$£^1 J cjLji >t 
Left axis deviation 3 « right axis deviation 

Normal axis deviation 3 
normal axis deviation t^ui ib-b- 

Normal axis is not deviated Ji 
right and left axis deviation 


Causes of right axis deviation 

Causes of left axis deviation 

• 

Children 

• Q waves of inferior Ml 

• 

Tall thin adults 

• Artificial cardiac pacing 

• 

Right ventricular hypertrophy 

• Left ventricular hypertrophy 

• 

Chronic lung disease 

• Hyperkalemia 

• 

Anterolateral myocardial infarction 

• Ostium primum ASD 

• 

Pulmonary embolus 

• Injection of contrast into left coronary 

• 

Atrial septal defect 

artery 

• 

Ventricular septal defect 

Note : pt. of left ventricular hypertrophy not 
usually has LAD 
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ybjVI i_J a ||4<«htl 4l$4l gJjJSJ 


Simple ECS 


4. P wave 

« IfrjLfr dJjLu)) 

555 4 j\ Ji$ 

Atrial depolarization 

^Ijl 1^1 

1 st positive wave before complex 

jlSLo 

Lead II and V! 

l^Lwlio 

Less than (2.5 X 2.5 ) small squares 
J- Width (duration ) : = < 2.5 small square ( < 0.12 sec. ). 

J- Height (amplitude) : = < 2.5 small square ( < 2.5 mm). 


: qJioJ >/ P wave ji 

( ) Present • 

( ju ) Absent • 


: i^J <c P wave Ji $J 

Lead II and V! j ij&a 3 ( less than 2.5 X 2.5 small squares <>*> ) Normal > 

Abnormal > 

??? ojwji 4 jI « abnormal « P wave Ji ccis 
( P mitral ) M shaped 
( jjoo gja 2.5 jjs joj^i ) i«aj js- 05&3 P wave JI jl 
( left atrial enlargement J$£ jsab ) left atrial strain Jl oJb- j 

( P pulmonale ) Peaked and high voltage P .r 
jjsja gjjA 2.5 j*S) I 4 J 5 I 0 P wave Jl c**i) 
right atrial strain io^u ^4 

Pulmonale Mitral x 

jjoo foyi 2.5 j-o jS) P wave Jl Co IS 5 J 

Biphasic ,t 

P wave Jl cy> negative •>»■$ positive j$sio 


© u Lo 

Mitral Normal ^4 J$&> « j 3 s/i i^pS oUL. 
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ybjVI i_J a ||4<«htl gJjAi' 


Simple ECS 



!!!?■? CJa*gJ»l 

Vi ylc. (JOJ 

« Vj (j 

biphasic P wave ji 

right atrium ji j±s jjjiii «jaJ 1 
left atrium Jt ji* jiiti ^J ) 3 

cc 

555 J 5 itt orys activate o SA node Jt jit 
right atrium Jt 
Left atrium Ji activate o jja» 5 
right Ji J SA node Ji jit 

555 ioitsiti wave jis 
right atrium Jt 
555 iJLdi wave jij 
Left atrium Jt 


P wave Jt i 

( negative Jt ol « Positive Jt ) jasu *1 jysiti « biphasic loj 
right atrial strain (enlargement) cjj « jS\ Positive Jt $) S 
left atrial strain ( enlargement) ul> « j$\ JJI negative Jt 5J S 

jcat Lead jA jils jico Cut 3J la 

absent « P wave Jt >t 
irregular « rhythm Ji 
AF liL; 

« l y fcja 

555 regular « rhythm Jt jtf 
P wave JjU ju> $j 
QRS Jt J* jaJ 

555 4 j| (> jL a 

QRS Jt 

wide « QRS Jt c^aI $} 
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ykjjl i_J a ||4<«htl i(§ 4 l 


Simple ECS 


555 wide 4 jJ 

Jo Obajj-o 3 4a Lo ^j&uiaJI J^wJI QRS Jl 
( jjjjao Olsuj^ 3 ) Oja-il djjl jjB 

ijjj*Aja Olaj_^o 3 ijjs j6\ djhifl Co.0.1 
: cj tic 6$ jLsJI lix> Wide QRS oj L it la jloJI UL> 
Ventricular tachycardia b • 

Ventricular fibrillation b • 


<c ij&J 

555 narrow « QRS Jl c^ii $j 

: jjUjl j ^ 4a-l »■ UL* 

supra ventricular tachycardia b • 
Nodal rhythm b • 

555 i^ljl (Jjij 

rate jb 

isujvi la<Jia << supra ventricular tachycardia J) 

« j^J 

c ^k> ULou Nodal rhythm J) 

Sawtooth appearance « ajJ j*u Ujlaio e~aJ >t 

atrial flutter ul> 


5. P-R interval 

55 4J Jig 

AV conduction (physiological delay) 

55 l^J jl&O ijMSr) 


Lead II 


55 l^jLu>lao 

3-5 small squares (0.12 - 0.20 sec. ) 


4jIJl>3 4jIJi> « PR Jl 

QRS complex Jl j/y P Jl J 5 l j ^ 4sL4i ^ 


555 P-R interval Jl oywi <ui 
(3-5 small squares ^ 43 L-UL 0 ) Normal • 

( 5 small squares j6)) Prolonged • 

( 3 small squares jil ) Shortened • 
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Innovation 


ybjVI i_J a || 4 <«htl i(§4l j>j£J 


Simple ECS 


prolonged « P-R interval Ji ovu^i 
« P-R interval Ji 5J 
just prolongation of P-R interval 


First degree heart block b 



ojO jj&as « P-R interval ji $) .r 


beat Ji jo jjrJI « Coi 3 jjsJi ijuk 


progressive prolongation of P-R interval until dropped beat 


Wenckebach phenomena 


ULo 


peace maker « « ^5^ lo j 5 i ii 5 

peace maker JI Lo jir> yj ^1 


Mobitz Type I (Wenckebach) Second-Degree AV Block 



not fixed « P-R interval Ji x 
ventricles JI3 atria Ji & 4&u y 
atrio-ventricular dissociation 
duJu jo jliA ventricle ji$ « S.A. node y Jl»a atrium Ji 


tub 


(variable P-R )« P-R interval juJu> 
( ijji Uub ) QRS complex J) j^s P wave Ji cj! 


complete heart block j b 


Third-Degree (Complete) AV Block 
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Innovation 


ybjVI i_J a ||4<«htl gJjJSJ 


Simple ECS 


shortened « P-R interval Ji 


Wolff-Parkinson-White 1 % 


A.V. node J) j impulse jj delay j^u ^suJaJi 
ventricle JJ atria Ji j-o ^us ^ impulses Ji accessory pathway 4 ^ 
P-R interval Ji gik^> « normal pathway JI cy> 

3 small squares j* jit 



« unlays j QRS complex waves Ji 
wide i^sj QRS complex Ji jUi « ojojI complex Ji « jSJ 

Wolff-Parkinson-White 431 J$&> ju* Criteria <us dL)jJ 5 

Short P-R interval 

( ojcljI ju* ) Wide QRS complex .r 

Delta wave x 

Wolff-Parkinson-Whiteji j* j ^$3 4 ^a 

ViJI jLali-b 

(typeB b ) right ventricular pattern c~a) >t • 
JaiA b$ ( type A b ) left ventricular pattern 53 • 


6. QRS complex 

•• 

Ventricular depolarization 
55 ^Ijl L^t 

T Ji UjLsuj P Ji l^Li « complex ji 
55 1^*1 jlSJ, 

Right ventricle (V x /2 ) • 
Left ventricle (V 5;6 ) • 


first negative wave in the complex « Q wave Ji 
first positive wave in the complex « R wave J) 
( following R (»jy) the negative wave following R « S wave J) 


Q wave Ji 

first negative wave in the complex Ji ^ 

55 l£)L>ULo 
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Innovation 




Simple ECS 


555 

one small square & js! 

555 l ^jLo^ 

JJ 1 R wave Jl g>j ,> Jsl 

pathological Q I40-1 4 a-ia- <us 
Deep and wide 
^alsJl ECG Jl J gji J 

myocardial infarction J ^3* 

« 4 la^!ilo g-o 

Q wave infraction Dju* <ci 
Non Q wave infarction 3 

Q wave ( deep and wide ) 00^3 lii 

?? ijvS L^jl^o 03^1 jo^jAtl 

anterior infarction « \i 12 <j bi • 
septal infarction « V 34 J JIS ISI • 
Lateral infarction « V 5 /6 <j jis isi • 
antro-septal infarction « V 1(2(3(4 J • 

Extensive anterior infarction « V 1/2/ 3,4,5 J • 

?? Normal ECG J pathological Q aa-y jl jSU^i j* J* 

© Ja4 

the cavity of the heart « lead of aVRji 
Qwave £ik>« Normally aVR 

( aVL Jl ifia-Ji oJufc ^ pathological Q Jl JJI3 ) dextrocardia ^ « pathological Q ji&LLo 3J3 


(( itaa-Mo 

( pathological Q 4}j kAs*z S wave Ji 5 ) i^i 4 a-j jj W ij^o r wave Jl 03&U liLa-1 \i x J 

V x j pathological Q ( deep and wide ) J* y lii 

: tilotal aJ & ULj 

Lead aVR and Vx 
pathological Q Js. £3^ 


(anterior ) V 2 3 Vi J3&U « infarction Jl J el)ii3 
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Innovation 


ybjVI i_J a ||4<«htl i(§4l gJjJSJ 


Simple ECS 


dJLwjJb ^jl 4<u3 jilftlo Vi J 5 J LgJ 

( r wave is too small to be detected Ji 03SJ os 4& ) 

pathological Q dJ C( ^ls 


R waveji 

( only positive in the complex J^ ^sLojs ) first positive wave in complex Ji ^ 

voltage criteria \S ^ jpcuj 

?? t^clfljjl 

big squares ji jp-i 5 ^ 

55 1 ^ ‘bj £■ 

3 small squares ,> cals >> ) small squares djib Ji ^1 j* 
(Vent. Tachycardia J! $) RBBB or LBBB Ji oyis- ^3 wide complex j^sta 


S waveji 

first negative wave following R Ji ^ 


Chest leads ji ^ S and R wave ji jo lo 4&u <us 

V 5 J lo 4 jIsJ j S jjai JAfljg Vj JI ijjz fijruS IJCa S JI • 

Vg J-05J lo ibliiJ jSj Vi JI iLp-D qa Cjjrjp Ijua R Wave J Jjosw * 

principles JI J yhSJi iiJuJ gpj jSJu>$ 
V x J right ventricle Ji j±oi> r Ji J! 

.... 1 jSJ » 3 V 6 J left ventricle Ji jioi> R Ji 5 



« 4h<<.»JI OljbtJI j03u « 4iap-Uo go 

S in V 2 is > S in Vi • 

S progress from V 2 to V 5 • 

S usually absent in V 6 • 

Waves Ji ia>. 

capital and small ^p-a l&at5$ 
) 5 mm <>o jji wave Ji gla amplitudeji $) • 

small '-Sjpa v^ 1 . ( Sjg*^ oisjjjs ijjt 

yS\ ) 5 mm t>° wave Ji gla amplitude Ji $) • 

capital '-spa << ( SjJoo OLs^j-o {y> 

( s -r « jio Small Ji « R, S « jio capital Ji ) 

Not every "QRS" contain "Q","R" & "S", but it may be : 

Monophasic (R or QS) • 

Bi phasic (RS or QR) • 

Triphasic ( QRS or RSR') • 
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Innovation 


ybjVI i_J a ||4<«htl gJjJSJ 


Simple ECS 


© « dJb 

: ioStl yLoAlt high voltage $1 low voltage jS^ R wave J) 


< 1 big square (low voltage) 

> 5 big squares (high voltage ) 

• Terminal heart failure 

• Cardiomyopathy 

• IHD 

• Obesity 

• Emphysema 

• Pericardial effusion 

• Ventricular hypertrophy 


7. S-T segment 

” 4J Jij 

Ventricular repolarization 
leads Jl JS J 

55 LaoLsjl 

T Jl iilJo (Jl S Jl Ja 


??? S-T segment Jl oJU^pi <ui 

: OJIgIpI dj^lj 

Iso-electric line • 
Elevated • 
Depressed • 

iso-electric line ji 5 depression jl 3 elevation jl ^ jtit 

J point Jl t^O^ul IjlP 4 a^ 0 4plp v_ 9 jSJ 

J point 

• Point where QRS complex returns to iso- 
electric line. 

• Beginning of S-T segment. 

• Critical in measuring S-T elevation. 


iso-electric line J) 

( T-P line Jl jl ) P-R Jl Jap iJilo 
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Innovation 


ykjjl i_J a ||4<«htl gJjJSJ 


Simple ECS 


S-T elevationj) 

??« ( PR Jl j$£ Iftij ) ST segment elevation j*ju JJ\ <oj 

Pericarditis • 
Myocardial infarction • 
Prinzmetal's angina • 


• • • iSb! f&zt d=t>3l 

« Pericarditis Ji 
ST segement elevation Ji 
Leads Ji js <j JsSLa 

Myocardial infarction 3 Angina 
some leads J 1535^ 

??? ^iji myocardial infarction 3 angina oe 

Cardiac enzymes 
infarction Jl J iju 


« timing Jij 

elevated S-T ji Cm&J « itiw ja> jl&> ECG ji ojlc 5J ( _ r iaj 

myocardial infarction 

angina Jl jy 


S-T depressionji 
??? ST segment depression Ji j*ju ^1 4 jI 

Digitalis Jl • 
Hypokalemiaji • 

( clinical diagnosis « angina Ji jV j-osMschemia J$s ) angina Jl • 

Myocardial infarction Jl • 
Pericarditis Ji • 
cardiac hypertrophy Ji • 
bundle branch block ji • 

Digitalis Jl • 
hypokalemia Ji • 
pericarditis Jl • 

diffuse ST segment depression J 5 a 

Leads Ji J 5 J 
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Innovation 




Simple ECS 


• • • vSb! 

« <u oiJJb digitalis J) 
( iso-electric line Ji Js. J point Ji ) ST segment depression Ji 

(sagging 1*5^) 


hypokalemia J) 
serum potassium Ji Lib 

Pericarditis Ji 

stitchy « pain Ji jb « clinically 

??? some leads $j 

( clinical diagnosis « angina Ji j‘y J-^ ischemia J^ ) angina b • 

myocardial infarction b • 
hypertrophy b • 
bundle branch block b • 

V33 V 2 3 V x (jjSjlfr Lp-J 
right ventricle Ji Leads Ji J33 

ST segment depression jii 
V3 5 V 2 5 Vi j 
right ventricular hypertrophy Ji g* 
strain pattern 

r hypertrophy With strain pattern 
secondary changes s ) 

left ventricular enlargement $1 
V e s V 5 s V 4 j ST segment depression 

555 right bundle branch block 
V 3 5 V 2 5 Vi j ST segment depression 

??? left bundle branch block 3 
V 6 5 V 5 5 V 4 J ST segment depression 



right ventricula 
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Innovation 


jJbjVl H^LuiaJ) ££ji3 


Simple ECG 


555 dj\ 6 jS i^sua ULj 

C< 

<< 4hlc jV 


rSR* CxJiJ^ Vi c*^3j cjJ 3J 

5555 4jI \1 o 

Right bundle branch block 


ST segmentjl J* joj* ^ja ^3! 


depressed 1^*1) $) 
right bundle jj Liu 
right ventricular hypertrophy JJ $1 

left ventricular enlargement dja* $) 

<c OjjuS OlsUj-0 {JHJSSr j«0 jfiSl V 6 C«.JLI (a £u>lo Cut (^isu 

( diii jib fbl ij&Zi* <LuJUjj) left ventricular enlargement Cuakii 

V& 3 V 5 5 V 4 yb JOU l suu 3 
ST segment depression >1 jit 
left ventricular hypertrophy JJ secondary lii^u la 

ventricular hypertrophy jtfju&o >t 
bundle branch block dju* its 
( clinical diagnosis « angina Jt jit j-astischemia l^Jb J^s ) © angina ^a liu 

ST segment depression Jt 
??? ischemia J$ib ^1 
hypertrophy jJujoa^ « leads Jt jasu J aa$e$a $) 
iso-electric line Jt j* u> j5&o J point Jt « dJb 
( iso-electric line j^sbu J point Jt « digitalis toxicity Jt J u^o ) 

: dJ$& J \$m) j^omo 
” ECG changes j^su Pericarditis Jt ^tji 
!!!!?? cardiac muscle jj la ECG Jt jj Lp-j$ 

pericarditis ilia- juJu> 
very superficial myocarditis u>bw$ yt 
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Innovation 


ybjVI i_J a || 4 <«htl gJjJSJ 


Simple ECS 


8. T wave (Never absent ) 

55 4J Jig 

Ventricular repolarization 

Less than 6 small squares 
55 

LftLi JJi R wave Ji ( 1/3 ) dJj j* JSl 

55 

( positive ) Upright • 

( 4 j 5 JLLs ) ( negative wave ) Inverted • 

T wave ( positive ) Ji eats 

: liJJLC' <Xj3 

Normal S 

«T LVUjj> (jr «-<J«(dJU) Hyperacute S 
hyperkalemia ovi^ j 
( J^A^I ( j-0 J ECG (JI « 1^3 Js. ) 


T wave inverted Ji c*iis $j 
^uii (josu ^ normal 05SJ jS^o 
i$3ii a®- j T wave inversion JI9 
555 CjuS 4^*3 j3& 

( 42>Ij c .J ) dynamic T 1^1 ,^>3 ( Upright ) cJjajI 3 J 


9. Q-T interval 

T wave JI il&j JI QRS complex JI &Iji> ,> 
( 11 small square ^ ) 0.44 sec = 

Long Q-T interval 

Drugs ( many antiarrhythmics, tricyclics & phenothiazines) • 
Electrolyte abnormalities (K + , Ca ++ , Mg ++ ) • 

CNS disease (especially subarachnoid hemorrhage, stroke, trauma) • 

Hereditary LQT • 



10.U wave 

These waves, usually most apparent in chest leads V2-V4, 
may be a sign of hypokalemia or drug effect or toxicity (e.g., 
amiodarone, dofetilide, quinidine, orsotalol). 
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Innovation 


ykjjl i_J a ||4<«htl ij§4l gJJSJ 


Simple ECS 


Abnormal ECG 


Ob- ls>- gjjl Jfc 4*3 

Chamber enlargement 
Bundle branch block (BBB) .r 
Coronary ischemia (Ml & ischemia) x 

Heart block 
Others .0 


1. Chamber enlargement 

: JI ^ *t i* *> 

Atrial enlargement • 
Ventricular enlargement • 

: Jj atrial enlargement Ji 5 
Right atrial enlargement S 
Left atrial enlargement S 


: jj ventricular enlargement Jb 
Right ventricular enlargement S 
Left ventricular enlargement S 


c 



atrial enlargements 
atrium JJ ^yxwji jo^Li P wave Ji jj u^s Ls-j 
P wave Ji j 4*siLa. atrium J jts 
Lead II and Vi j P wave JJ jtsJ> hJ$s _5 
peaked « P wave Ji o*aJ 4- 

« ( (joi^ j *xjy> JvS'i ) 4L$L> L7 ^su 

P pulmonal t^i 
right atrial enlargement 

broad « P wave Ji o*i> >1 4- 


P mitral << l^-o-a>l ( QjjJua 0^3 t>° jriSI ) 

Left atrial enlargement < qsj 

© « its^Pilo 

Mitral ^Normal ja J^io « Kbdto ojuS obU 

!!!?? OkbJjl 

Vi uLft ja> 



"pioJjjil ^JjSLui JI " Jbj J13 " 4 S 1 JujpJI : cbjJI JOslj « dill VI 4jj il : jSjJI JOsI " Jls 4 *Jb <u)l jl <blo jjlj ^juojll jiw J i 


) 




Innovation 


ybjVI i_J a || 4 <«htl gJjJSJ 


Simple ECS 


biphasic P wave ji 
right atrium ji ji§ jJsltt ejWt 
left atrium Jt j±g j&ti ejwi.9 

cc 

??? J 5 lft jus activate y SA node Jt jit 
right atrium Jt 
Left atrium Ji activate o jjo»s 
right Ji j SA node Ji jit 

??? ju> ioj^ltt wave Jls 
right atrium Ji 
??? iJUtt wave JI9 
Left atrium jt 

P wave Jt usjjaLI 

( negative Jt at « Positive Jt ) Jsxj ai jcsltt « biphasic liy 
right atrial strain (enlargement) cji ul> « j 6 \ Positive Jt 5J S 
left atrial strain ( enlargement) « jS\ JJ 1 negative Jt $) S 

jail Lead j-o j^lS jL 0 CJJ 3J Id 

Ventricular enlargement Jt 
ventricular depolarization Jt jig QRS Jt jjjb L»-i 
QRS complex abnormalities jj o J5 ^ j jah.fr ventricle Ji ^ jJ 6 

l^l,2,5,6 <j QRS ijs- ja*ifr 
Vl,2 J (j^JJI 'J- 
r wave j^s j 6 ‘\ S wave Ji 

^ 5,6 i ^ 

s wave jus j^l R wave Ji 

r wave j^s j 6 ‘\ S wave Jt c~it V 12 Jt Js. jijii 

« 1 (|j 

Normal Jt j^ aabj deep « S wave Jt ^ 
s wave jjs j 6 ‘\ R wave Ji c~i) V 5<6 Ji js. 

normal Jt j-o j$ki « R wave Jt ^ 
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Innovation 


ybjVI i_J a ||4<«htl al$4l gJjJSJ 


Simple ECS 


exaggeration of normal La 

Oj^S (JAUO $ I « 0j^5 Jjb k_9UX^-l j Q&AJb fjuj 

exaggeration of normal <us jUt voltage criteria k*j t^k-bis 
V 2 51 Vi j 5 big squares j* jS\ S J) jl 4 - 
Vg ilV 5 j 5 big squares j^ j6) R ji jj ’J- 
7 big squares ^Lu 3] j* S + R Ji 5 i ^J- 

j6 left ventricle Ji jl aL*a b 
left ventnculaj^enlar^eme^ J/ ^ h 

j&j left ventricle Jl U, 
hypertrophy <ii 

555 lo gj y$ alj dlub dip - lj (JJ1 ^jJI JUb 

5 -^ Lo , 5 j 

Strain ischemia j-o (jlsj li* gj l 5 jLL£ 
5^ 4 ja«ij jji ij*ii 5 ventricle Jl 3 * 
strain ischemia nU aoS jU* 


??? strain ischemia 
depressed ST segment y jL> ■ 
inverted T wave 3 ■ 

^JLo SJlp-Ij 3 ) " 

Left ventricle Ji Js. ysy ui ^ 

??55 jj I 3 jfth.fr 

V 5 and V 6 j 
V 5 and V 6 j Strain ischemia uy 

555 <b\ 1^*6 
j6 Left ventricle Jl ji ^ 

?f yS right ventricle J[ j/ ^Js 

V 12 <j s wave j* j6) R wave Jl y 
Normal Jl ^Ss. b 
ii 

V5 6 i r wave j* jS\ S wave Jl oyj y 
Normal Ji 3^ b 

© « dUb j± 

I can diagnose right ventricle from \i ± 

— — ziZ-C Pa § e i 3 2 
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Innovation 


ybjVI i_J a || 4 <«htl 4I3LI gJjJSJ 


Simple ECS 


V 5 3I I&JLP-3J V5 3I « V2 3I 

???? j|j 4Jbulj JJI pjji ja. « Right ventricle J) 

yyyy 

jt&> right ventricle Ji 

555 4 jJ j-o (jbi) 

Strain ischemia cy> 

depressed ST segment oj^a j strain ischemia Ji ola> 

Inverted T wave 5 1 
??« 

V 2 3 Vj j 

Vx and V 2 j right ventricle Ji Strain ischemia Ji lia 

V 5 and V 6 j left ventricle Ji e**is»3 

Bi ventricular hypertrophy jl>Ij ^ yis 
V 5 and V 6 j ^^3 Vx and V 2 j strain ischemia Ji 
ECG Ji o-« bi ventricular hypertrophy ^jtdk jSLm ,343 

64 (»il£Jl3 R JI3 S JI 

exaggeration of normal ul u oil la • 
reversal of normal ul u • 


exaggeration of normal 4*s Uy Vi iliu ^JuJZlL LcO 
reversal of normal 4*3 l&o V 2 3 

^juSAjuus ijpJLQjuUS 


2. Bundle Branch Block (BBB) 

* 4^9 ^ I ^ * 

Right bundle branch block • 
Left bundle branch block • 


55? bundle branch block ji ^iji vj >*3 
M JI SjU-13 QRS JI J a jn**& 

RSR' l^xwl 343 

right bundle branch block Ik V 2 5 1 V x j 04 jk4,i c~£) 3J 4 - 
left bundle branch block lk V 6 31 V 5 j 04 jk4,i c~D 3J 4 - 

right and left bundle branch block ji ik 
Right V 2 3! Vi j RSR' pattern il* 
left 134 Vg 3I V5 ij RSR' (_j9U&3 


v, v 6 
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Innovation 


ykjjl i_J a ||4<«htl gJjJSJ 


Simple ECS 


lia> bjjao ittSj i_a.fl.i5 

??? QRS Jl j* 4.1 OJis-l bl 
QRS Jl J 0 I 5 S 4j^1j OJlOIwI 
shape (Jl ^ 0 ... ^0 ojl4LuJ ^ 

direction jl ... ob&buji ^ oaizwi > 
voltage Jl ... cbj^SJi ^ ^ 

QRS Jl (^U jo.1 it u! ijiAG 

??? 4.1 (jlc (jo.) 

voltage ji 5 direction ji 5 shape Jl Js. ^ 


shape Jl J* ijoj) 
M shaped Jl sjus-i 5 i^isLi c-ii $j 
bundle branch block c jo* oa 

(^szaJs l $J5ta Ca a.iI 3 J CiJg 

direction Jl ^ 
??? 4jI ^isu direction Jl 
Vi and V 2 j 
555 R y 5 jjSi S ji 
^6 5^ V 5 £3 
?«? S Jl jjSI R Jl 
reversal of normal c^ii 3 } 
ijlia direction Jl 
right ventricular hypertrophy ul> 


Normal 4uiJ« shape Jl Js. Uji 

Normal « direction Jl 
555 ^Js> 

voltage Jl 
voltage Jl Oa4J 

4Jb^u*uO lib 

exaggeration of normal ... Sabj 
Left ventricular hypertrophy boat J! &b*o b 1 % 

(_aJjUI 
QRS Jl Js. (^isu 
555 4jI i^-b j-o 

shape Jl > 
direction Jl > 
voltage Jl > 
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Innovation 


ykjifl i_J a ||4<«htl 


Simple ECS 


4p-ls>- (-S L t 4p-ls>- pJiSl ^JuJL£LLu& 

shape Ji J abnormality c-D u>> 
bundle branch block 6JUL& CcJD 
voltage ji Ja y$ direction ji ^u. ji jasJu^ 
ventricle jj jisLop* bj^sJi ul, 1 jit 

b^SUI 

H555 il i»5 0^ li! (ilj! bl 

^JuSjSLO 

direction ji Ja ji*T ju^ ^l.1 ul> 
Normal shape &jja <j&. 
Normal shape o-U $s 
ib^iiio direction Ji c^iij 
555 y y 5 jruS' g>y> pis ja) direction ji $) 

JjzjL q 

reversal of normal iU>! ^ Lo 
i voltage Ji ^Ja Juaa^a ul; 


3. Coronary Ischemia ( Ml & ischemia ) 

myocardial infarction Ji 
central area of necrosis j-a^ 
area of tissue damage surrounded by an ischemic pattern 
pathological Q o J5 ^ j ^ « area of necrosis Ji • 
elevated J « tissue damage <tJ ^i «jWi • 

ST segment 

inverted T ischemia ^ls jji ej^Ji • 

wave or peaked T 

jin infarction oLay- j^i 5 
5555 jgjui necrosis Ji j^ 

J3&J Lo Jb ObL) j*m£> <c Clcu) 6jfi9 

j/yi jijahv.o pathological Q Ji aoS ju* 
o^9 i^T Once jSJ 
5555 Jjk 

(j£uo y 

555 dji ^ pathological Q Ji Til 

Old myocardial infarction i^s itwi ji 
555 4 jJ iT juu pathological 0 ji 


surrounded by an 


Inferior Myocardial Infarction 


■ Occlusion of the right coronary artery — posterior descending branch 

■ ECG changes: ST segment elevation in leads It, 111. and aVR reciprocal 
ST segment depression In l and aVL 
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Anterior Mvocardial Infarction 


■ Occlusion of the left coronary artery — left anterior descending branch 

■ EGG changes: ST segment elevation with tall T waves and taller-than- 
normal R waves in leads V 3 and V*.; reciprocal changes In II, III, and aVF 



■ Occlusion of the left coronary artery— circumflex branch 

■ EGG changes: ST segment elevation In leads l r aVL, V 6r and V e ; recip- 
rocal ST segment depression in V,, V £r and V a 



J Myocardial infarction Ji l^u JJ) iu-aJi gs 
finger print of Ml is the pathological Q 

« 4 JliJI 4 ka Jl 

Infarction <11^^15 
elevated ST segment oju*s 
recent Ml « Elevated ST segment 

: ellb Ji* 

recent Ml 5 t old Ml bl >1 
topographism Jl ^ 
anterior wall Jl J recent Ml cuo* 
Lateral wall Ji J Inferior wall Ji 

???? old Ml dJLLc 

4i&o pjV 

topographism jl ^ ju y ul> 

topographism ji j^i Ml j 

4Jb3jl£ Ll^I ^ 4 »JAJ 1 Jl^uJl 

0$ ^tabtl It 

Elevated ST segment pathological Q uj 

5555 Recent y^ Old b 

( 4 j\sr 6J1P-I3 J3A3 jArA JL uo ) 

555 j^rAu-o y 3 gAb 
Lada jLsAUo 

g^>£& to 6 j-o^ oio jjj jy 
4 jl«> j-o Infarction j*a^> it 
(jU jaal> (jA<o aa jaa>j Ji) artery Jl 

555 4 j I l^lbio Jlol 

4 ^l> pis 4 jiA) Infarction 4 JLa^ 431 i&l»o 

o^So) necrosis Jl tai 

555 4j) 6JJS- Jlj lo { juJ 

elevated ST segment 
recent b 

5 j 5 o ECG Jl 4jjJLP 3) i-Ja 
j&\ 4^13 cJb pathological Q ji y^b 

Jjjlb ST JI3 
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^ pathological Q Uju* « elevated ST segment « Sj5o 

Once elevated ST segment 1% 
Q jiujiisio Q i£ju£ di jJajJi oj recent Ml ,54 
recent anterior Ml 3 Old inferior Ml la^ << UiJs j5Lo*o t>) jl Od ,jiLi 

Old inferior leads • 

recent anterior leads 3 • 

jis-oJiso y Lead jl yJ 6 g jSJ 

JJbJb jkxiJLoo oJuJlp- *6^)33 J3 Id J3SI jusiJLoo 

by* jU5 JjLox> g^jJ3 JaSsj artery jl yu* 5 Z£juU& 


Ischemiaji 

h&° j J j^aj 

Depressed ST segment 
topographism i^Ldisl 5 o^ 5 
??$ O59 Depressed l^s^l 
lateral ischemia yj anterior yj Inferior ^ 

<^l2> topographism Jl git! jU^ 


4. Heart Block 

4.o.frt,l Ob’-lp-JI jjB 

EGO Jl tcP-l (^Ul 

Mainly 4 *j juo&j hear block jl 
A.V. nodal block Jl 

4 j>i^ (j \jcopj 4 j^u JL>^ jS w0 ^4 A.V. node Jl -I- 

first degree heart block <u*,i 1% 

Ulp-I jiSI C..L.5 -I- 

second degree heart block loo 

4iLsj Ul illsJi Ul la <U)I 5 tiUxtlii $) ’i- 

<uij gx> jisi, ventricle Ji 5 <u*ij ga Atrium Jl 
third degree heart block 4^.1 ul» 

: gi$ji cJj heart block Jl «j 6 jU* 
first degree heart block 4- 
second degree heart block ^ 
third degree heart block 4- 
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First- Degree A V Block 



Rate: Depends on rate of underlying rhythm 
Rhythm: Regular 

P Waves: Normal (upright and uniform) 

PR Interval: Prolonged (>0.20 sec) 

QRS: Normal (0.06-0.10 sec) 


first degree heart blockji 

555 4jl J 

A.V. node ji ji j ■&&■•*> j£ 

4jIa&> <t 4j^4> iiiLuS 

fiJUt I d ..*. * l.it. C - 

Just prolonged PR interval 
Just prolonged t_JL5Ji ^ J JJ> J* 

PR interval 

first degree heart Ji i=Js jj\ ^ji id* 

block 


???? sinus brady cardia Jl cy> isUl <*§>& 
iuku old S.A. node Ji jl 5^)1 sinus bradycardia Ji 

4S.h> l^SJ ijljJ 3 4p-Ip- J S JlsJu 

P QRS T JI Juy 43laco 4*ll> J£*J 1 
first degree heart block ji$ sinus brady cardia Ji ju 3^1 4 jI dU^I it 

! (Jyjj Odp-lj i«J S (jA 

definition of first degree heart block J) 
just prolonged PR interval Ji 


second degree heart blockji 
j$\ Cus6 A.V. node Ji 
UL^-i 05^5 oib jiS) Cmsu A.V. node Ji Uii 


Second-Degree AV Block — Type I 
(Mobitz I or Wenckebach) 


■ PR intervals become progressively longer until one P wave is totally blocked and produces no QRS 
complex. After a pause, during which the AV node recovers, this cycle is repeated. 



Rate: Depends on rate of underlying rhythm 
Rhythm: Atrial: regular; ventricular: irregular 

P Waves: Normal (upright and uniform), more P waves than QRS complexes 
PR Interval: Progressively longer until one P wave is blocked and a QRS is dropped 
QRS: Normal (0.06-0.10 sec) 


: 4JLo 

Mobitz one J 5 V 1 ^1 > 
Mobitz two 4 aJ jtJi £ 31)1 > 

555 ctsM 4 jJ j so*# m Mobitz one Ji 
progressive prolongation of PR 

interval until dropped QRS 

555 4jJ 

4 ^a J 3 ) CJL 03 A.V. node Jl 

4-ubJI CJL 03 
4^3-u) CJlS 4x)Ul 

4b*> CJL03 0J 6 J 15^3 

RR js oro ol4L4l Upb Long strip Jl cjl> 
5555 kj\j jl 0 4^15 interval 

4X)b jLo 

Mobitz one Jl ll* « ju^ 
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irregular jysu 
-• V 

dropped beat ji 

JJI Ala^gJ) 

8j4>L) Ja^jjLo Long strip Jl cJLp- 


Second-Degree AV Block — Type II 
(Mobitz II) 



■ Conduction ratio (P waves to QRS complexes) is commonly 2:1, 3:1 , or 4:1, or variable. 

■ QRS complexes are usually wide because this block usually involves both bundle branches. 


Rate: Atrial: usually 60-100 bpm: ventricular: slower than atrial rate 
Rhythm: Atrial: regular; ventricular: regular or irregular 
P Waves: Normal (upright and uniform); more P waves than QRS complexes 
PR Interval: Normal or prolonged but constant 

QRS: Maybe normal, but usually wide (>0.10 sec) if the bundle branches are involved 


Mobitz Two j<s. 
A.V. node J) 

Ukig^Pia £jgi> 6jy> « dah.a l^iSJg 
4jI cJJgjii 

JjiU. 13) qyyj atrium Jl U J5 U) 
OJtp-lj Jjil& 15) 43ilj O/vaj Lo JS gl 

system cJ^ ^ 
« i«iaio Mobitz Two 

4*9 ojS jlic 

regular drop of QRS 
P P QRS T ... P P QRS T >41^ 
QRS 4*9 jl S P Jlj P Jl jo jogji^l su 

C*s 9g ???? j\9 C*p-Ij JU1 






I tJUuS* 


Sds-ig ^410 jjiik Ui ju 5 i j s cJl 9 A.V. node Jl 



Third-Degree AV Block 


■ Conduction between atria and ventricles is totally absent because of complete electrical block at or 
below the AV node. This is known as AV dissociation. 

■ "Complete heart block" is another name for this rhythm. 



Rate: Atrial: 60-100 bpm; ventricular 40-60 bpm if escape focus is junctional, <40 bpm if escape focus 
is ventricular 

Rhythm: Usually regular, but atria and ventricles act independently 

P Waves: Normal (upright and uniform); may be superimposed on QRS complexes or T waves 
PR Interval: Varies greatly 

QRS: Normal if ventricles are activated by junctional escape focus; wide if escape focus is ventricular 


second degree heart block jl ojS jut 

: j^gj ^ 

Mobitz one gj& jji Irregular ■ 
Mobitz Two g^ JJI tsiJa Regular ■ 


third degree heart blockji 
js^wi 5>il§ jLo 4ii*sj ui dk)l9 A.V. node Jl 
S.A. node Jb ga Jl*^ Atrium Jl 

ventricle Jig 

idioventricular rhythm JU <u*ai g* ji£^ 
4 ls*ib JJI <y 5 > ectopic focus 0 J 6 gLki 
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^Lo atrium Jl 
Jill jj P wave J) 
555 qvio 4at Lb QRS JI 3 
ventricle Jl ,> d*)Ua 
555 ventricle Jl ^ 4*tib QRS 4jj JijU 
bizarre shaped , Jv&'S ' 6 juS dszJ U 9 ^Lsu 

deformed 

4J3b$ A.V. node ji ,> iub- 1^1 j^yi jV 
os narrow normal <lus>u u=^t JJ) jsbDb 

0 j«5 SjruS 

555 P wave Ji jlsu Vg P Ji j^s QRS Ji t_Ja 

bbJjU ^JPt-O (^jSLo-O u IqI *9 Q&AJi a 4*1& {jSKO ^JLo-0 (JJgSl 

third degree heart block ji ^131 j^U bl 

555 4j I 

A.V. dissociation 
atrio ventricular dissociation 
ventricle Ji 5 atrium Ji ^ to as-gj J 

QRS JlgP Jl iju 43 Ut Ju?-g j J JUbg 
55 ^131 JaU l^lSLi QRS Jig 
jus-s deformed 
Bizarre shaped 

,JS 4siflj<aJI k_Jjijg jjrtlaJS JgSbfc bl 

.Mobitz one « All type of heart block are regular except ■ 

. third degree heart block « All types of heart block with normal QRS complex except ■ 

Mobitz one Jl ijit u regular ^15 
(complete heart block laJs go> JJ ) ) Third degree Jl la* la normal QRS ^is 


5. Others 

ECG as a Clue to Acute Life-Threatening Conditions without primary Heart or Lung 
Disease 

• Cerebrovascular accident (especially intracranial bleed) 

• Drug toxicity 

v' Tricyclic antidepressant overdose, digitalis excess, etc. 

• Electrolyte disorders 
S Hypokalemia 

v' Hyperkalemia 
S Hypocalcemia 
■S Hypercalcemia 
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• Endocrine disorders 
S Hypothyroidism 
•/ Hyperthyroidism 

• Hypothermia 
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How to interpret an ECG 


« ECG ls$Juj It 
Relax and take a deep breath 

« 4-0 b\&J) j^LuJLLo^ 

Rhythm a 

« jishfl) <L3 I ^3 

55 Sinus or not S 
555 Regular or not S 

Rate .r 

R-R interval & SjOJi GUujll ad* ji* 300 ^-Ox> « regular « rhythm Ji 
10 j jrO £>y> 30 j R waves Ji ad* *a< « Irregular « rhythm Jl 5 J 

Axis x 

Normal axis « positive ( aVF 5 i ) ^gi lead 3 Positive dsi 5 Lead g*a> S 
left axis deviation jasu « negative ( aVF s i)qGilead 3 positive j^i s lead o *£) S 
right axis deviation jaw 1$^ « positive ( aVF 5 i ) ^gi lead 3 negative j^i s lead g*a> S 

P wave .i 

yjoa 2.5 J jj&o jjj-o 2.5 ijjz l^jliLuba j^Ludio 
right atrial strain « peaked 3 g>y> 2.5 j* Cuts' >1 S 

left atrial strain « ( m shaped ) Uj* y^o g>y> 2.5 0 * j 6 ) cuts 3 } S 

P-R interval .0 

COmpleX Jl 4 jIJj JJ P wave JI iildj jja ^ 0> 3 « Cyjao Glsjjjs 5 JI 3 jja l^lsLfaO jiLudlo 

QRS complex .n 

<< ^Lu*JcoO 

first negative wave in the complex « Q wave Jl S 
first positive wave in the complex « R wave Ji S 
( following R the negative wave following R « Swaveji S 

^Lfljji libdsa JJI R wave Jl gjj j-o jsij « jSj* J - 0 Jsi « t$3L«>t*o Q wave Jl 

j\jS ^Jj-o 4 * 0 - 0 ^ ^J] ^03 u ^jpCc>l l ) -0 « 4 jL,ULo R wave Ji 

( US ) R wave Jl go 4 §it* t^i « U 3 L,i*o S wave Jl 


ST segment .v 

T wave Jl 4 jIjj JJ S Jl i^si jui....u.o 

M I Jl Gills- J ^d*- dofloj 
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T wave .a 
absent 05ft u 1*^ 

lelajjl l$L£ ,JJI R Wave Jl t*. I* Jja Jsl 3 it LijX- Cybba Cilst^o 6 jx Jsl « l^iLoiliLo 

« 4ibLuJI L a jJ I 

diagnosis JJ ju^y ill jal> 
0U-SL411 Jl UliA « diagnosis jj jiaio^s $j 


How to diaqnose an ECG 


rhythmji <s 3 mj ji ip-is>- Jji 


regular) 05S0 Uj Ji\ 


irregular \sA> j$sb 4j[ j^Jyi 3 ) 


??? irregular 05S0 4ii j-^ 1 4 J 
0L7-17- oii uj& irregular diLiigji 45 y 
Atrial fibrillation v' 

Extra systole b S 
Mobitz one b S 


atrial fibrillation Jl 

5555 tfljl 

absent P 6 jj ^ 3 tachy bJle^ irregular 

Normal ??? <01 jgsj QRS Jl U) 
Absent P 15553! i«^o aju ? 4*s j£j 
Pwave dus atrial fibrillation 
absent P wave la-j 

( ojJ ) fibrillation 4^ some time 
j^Sii ^a, Absent P Jl jSJ 
555 ? S(_Jaj J3 gjjv< 3A Jj& AF Jl i-jis 
ji^s-i gjji j slow AF t%> bLs-13 <« rapid 4jj j^Vi 

: Slow AF Jl yLJ 
digitalis oi-lo i 5 > 
Beta blocker ai-io J5-I9 > 
Heart block abw associated as-i 5 > 
lone AF lfro..»l [&■ oj a* jls>-I5 5) ^ 


Atrial Fibrillation (A-fib) 



Rapid, erratic electrical discharge oomes from multiple atrial ectopic foci. 
No organized atrial depolarization is detectable. 


Rate: Atrial: >350 bpm; ventricular: variable 
Rhythm: Irregular 

P Waves: No true P waves; chaotic atrial activity 

PR Interval: None 

QRS: Normal (0.06-0.10 sec) 
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Slow AF UL) Util; AF Jl ^J5 Jji 
irregular ECG 
With absent P wave 
«( a7 iaj Vj gjjw gjb lib uS^vaJI <2jtOj AF 4Jls>JI libj 


Premature Ventricular Contraction (PVC) 


■ PVCs result from an Irritable ventricular focus. 

■ PVCs may be uniform (same form) or multiform (different forms). 

■ Usually a PVC is followed by a full compensatory pause because the sinus node timing is not inter- 
rupted. In contrast, a FVC may be followed by a noncompensatory pause if the FVC enters the sinus 
node and resets its timing, enabling the following sinus P wave to appear earlier than expected. 



Rate: Depends on rate of underlying rhythm 
Rhythm: Irregular whenever a PVC occurs 
P Waves: None associated with the PVC 
PR Interval: None associated with the PVC 
QRS: Wide (>0.10 sec), bizarre appearance 


Second-Degree AV Block — Type I 
(Mobitz I or Wenckebach) 


PR intervals become progressively longer until one P wave is totally blocked and produces no QRS 
complex. After a pause, during which the AV node recovers, this cycle is repeated. 



Extra systoleji 

6JS AJLoU- Mi 

jl^VI JoS Cap- dkusrj 1 dJL) J 3- 

'6j\sl«o 4SL4>I LLj 

refractory period J uJUl ji-a 
stimlus ^ ( _ r Lsj 

Justus lift 0315 JJI HujuJoJ] dJaOJli 

dsluco JoLj (jLj 

compensatory pause i^i 
irregular jusu ^Ji iJus> jlic. 

bfJ) ^ojl ^ [&• Lo 

irregular 1% 
5555 glllllj! 
h-^s iUftJI 

ventricular extra systole Ji I 


Mobitz oneji 

55 ^Ijl 

Progressive prolongation of PR 
interval until dropped QRS 


Rate: Depends on rate of underlying rhythm 
Rhythm: Atrial: regular; ventricular: irregular 

P Waves: Normal (upright and uniform), more P waves than QRS complexes 
PR Interval: Progressively longer until one P wave is blocked and a QRS is dropped 
QRS: Normal (0.06-0.10 sec) 
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rate Jl J* ^ « regular 


rhythm ji 

L £>\l> 


ji5s regular u b 


Tachycardia > 
bradycarida > 

tachy cardia Jl 4 JLI &0 job* normo cardia y Js. s 


oyi^i 4J Regular tachycardia 
Sinus tachycardia S 
Ventricular tachycardia S 
Supra ventricular tachycardia S 
Atrial flutter S 


Sinus Tachycardia 

■ TheSA nod© discharges more frequently than in NSR. 



Rate: Fast (>100 bpm) 

Rhythm: Regular 

P Waves: Normal (upright and uniform) 
PR Interval: Normal (0.1 2-0.20 sec) 
QRS: Normal (0.06-0.1 0 sec) 


4jI ^$*6$ 6^)3 J5 dU 
Sinus Tachycardia 
5 ?? Sinus tachy cardia <ui 
(jA S.A. node Ji 
Peace maker of the heart Ji 

Af'jVUJ 4-C<X»lo 

55 ^Ijl ECG JI Ilk 

IfrjvaJ J£ 

55 4-Julo J 5 4 j» 1 

P followed by QRS T J5 <jju 
P QRS T 

dszjjvi 4-ca>Lo L^3] dULLk to J5 ^>SJ 



Ventricular Tachycardia (VT): Monomorphic 


■ In monomorphic VT, QRS complexes have the same shape and amplitude. 



Rate: 100-250 bpm 
Rhythm: Regular 

P Waves: None or not associated with the QRS 
PR Interval: None 

QRS: Wide (>0.10 sec), bizarre appearance 


Ventricular tachycardia 
5555 Ventricular tachycardia <ui 
ventricle Ji jo isJUa Arrhythmia Ji 
jUA ventricle Ji j« a*) Uo Ui* it 

55 4jI QRS JI 

lililillllllljuj- isujw 4 ~iio 5 deformed la* 


yMl P Jl L JBla» jiOjS JJ\ QRS Jl ji 

L^j jlssj JJI T Jl$ cc l ^JLs 
IaIas 4p-Is* J5 

Ij 3 iLailo wide cjJ QRS jjl> lao 
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Supraventricular Tachycardia (SVT) 

This arrhythmia has such a fast rate that the P waves may not be seen. 



Rate: 150-250 bpm 
Rhythm: Regular 

P Waves: Frequently buried in preceding T waves and difficult to see 
PR Interval: Usually not possible to measure 

QRS: Normal (0.06-0.10 sec) but may be wide if abnormally conducted through ventricles 


Supra ventricular tachycardia 
supra ventricular <uj 

??? tachycardia 
supra ventricualr 
atrium Ji j* isJUa u b ■ 
A.V. node Ji ,> i&iib u b ■ 

djj P Ji jLp- 1 atrium Ji ,> ^ 

deformed ???? 

P Ji jLi-i A.V. node Ji j* isJUs ^ 

( ^oSJJb isJUsP ji) Inverted ??? <oj 
3 s® j^ £>lp- P JI jl jj 

( !? isu bj^SJI 

b_^SJI C* m Ss- « 3$^ Oso j^ Ot- jJi 

Inverted js&as P wave ul> 


0A3JI i jujo 3 bLs*i$ 35^ ^5 jcl> A.V. node Ji l-.Jp 

absent ??? <ui P ji 

l^jlSLo quj 

Masked by QRS 


ioilisJI 5 4J3SI jjl* ^Lll 

supra ventricular tachy cardia Ji ji 

l&l&S J 5 S 0 Uj 

absent P 5 1 Inverted P 5 1 deformed P 


Atrial Flutter (A-flutter) 


■ AV node conducts impulses to the ventricles at a ratio of 2:1, 3:1, 4:1, or greater (rarely 1:1). 

■ The degree of AV block may be consistent or variable. 



Rate: Atrial: 250-350 bpm; ventricular: variable 
Rhythm: Atrial: regular; ventricular: variable 

P Waves: Flutter waves have a saw-toothed appearance; some may be buried in the QRS and not visible 
PR Interval: Variable 

QRS: Usually normal (0.06-0.10 sec), but may appear widened if flutter waves are buried in QRS 


55 4 jI Uif-lu 4 ilpJl jl l&Lao P Jl (j <^l 
Supra ventricular tachycardia 


Atrial flutter 
??? <u*as dji Atrial flutter J) 
atrium Jl 
Sjp-Ji A.V. node Ji 
reduction j^sta 
Atrial beat in mathematical fashion JJ 

4-oobj d&ku 

555 

j^j) atrium Jl dJ^ 
oj^Ij Jjjl& U 1 J5 
^ ^ jLai i l (jU-a) I l^JLSLw 


c 
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Innovation 


ybjVI i_J a ||4<«htl ilgtl gJjJSJ 


Simple ECS 


Atrial flutter jj specific & 

La> Jl^u, 

??? atrial fibrillation Jig Atrial flutter Ji jo ^yiii <oi 
Lu regular oa atrial flutter Ji ■ 
regular ju> oa atrial fibrillation Jig ■ 


b) 

regular long strip 
tachycardia dxJD rate Ji cig-ig 
555 4>J jo^b 

QRS Ji J* 

cryb^l j-o 

deformed b ■ 
Narrow normal b ■ 

deformed gJo^ji* 
55 UL> 

ventricular tachycardia 

5 ? Narrow normal 4*a» gj i_Ja 
p ji 

45ib ij-b- P wave Ji 
single u»j b 4- 
multiple ui b , 4- 
iob' lot b 4- 

sinus tachycardia <ga 1 % single 4 *a> g) 
itjw j is’jw j iLwlo <juo QRS T L&jlsu P wave JS 

jb 2 u 4 i jLwi (^sL&g multiple P l$iii gj 
Atrial flutter 

Supra ventricular tachycardia UL> aj& £> b^l 

4xX-o OlijjiJ) jlM 
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Innovation 




Simple ECS 


Regular bradycardia jl 


OL>ls>- 

Sinus bradycardia 

V 

first degree heart block 

✓ 

Mobitz two 

✓ 

third degree heart block 

✓ 

Nodal rhythm 

v 



Rate: Slow (<60 bpm) 

Rhythm: Regular 

P Waves: Normal (upright and uniform) 
PR hterval: Normal (0.12-0.20 sec) 
QRS: Normal (0.06-0.10 sec) 


Sinus bradycardia 
regular bradycardia e*a) 
sinus bradycardia Ls-j 

555 dj \ 

4p-1jJ iJulo cc J5 



First-Degree AV Block 



Rate: Depends on rate of underlying rhythm 
Rhythm: Regular 

P Waves: Normal (upright and uniform) 

PR Interval: Prolonged (>0.20 sec) 

QRS: Normal (0.06-0.10 sec) 


First degree heart block 
555 first degree heart block <uj ^ 
Just prolonged PR interval 


c 
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Simple ECS 


Second-Degree AV Block — Type II 
(Mobitz II) 

■ Conduction ratio (Pwaves to QRS complexes) is commonly 2:1, 3:1, or 4:1, orvariabie. 

■ QRS complexes are usually wide because this block usually involves both bundle branches. 




Rate: Atrial: usually 60-100 bpm; ventricular: slower than atrial rate 
Rhythm: Atrial: regular; ventricular: regular or irregular 
P Waves: Normal (upright and uniform); more P waves than QRS complexes 
PR Interval: Normal or prolonged but constant 

QRS: Maybe normal, but usually wide (>0.10 sec) if the bundle branches are involved 


Mobitz two 
Mobitz two 4 jJ j&j 
regular drop of QRS complex 


Third-Degree AV Block 


■ Conduction between atria and ventricles is totally absent because of complete electrical block at or 
below the AV node. This is known as AV dissociation. 

■ "Complete heart block" is another name for this rhythm. 



Rate: Atrial: 60-100 bpm; ventricular 40-60 bpm if escape focus is junctional, <40 bpm if escape focus 
is ventricular 

Rhythm: Usually regular, but atria and ventricles act independently 

P Waves: Normal (upright and uniform); may be superimposed on QRS complexes or T waves 
PR Interval: Varies greatly 

QRS: Normal if ventricles are activated by junctional escape focus; wide if escape focus is ventricular 


Third degree heart block 
third degree heart block <oi ^ 

deformed QRS ^ 
AV dissociation 3 



Junctional Rhythm 


Rate: 40-60 bpm 
Rhythm: Regular 

P Waves: Absent, inverted, buried, or retrograde 
PR Interval: None, short, or retrograde 
QRS: Normal (0.06-0.10 sec) 


Nodal rhythm 
5”? nodal rhythm <ui 
peace maker Ji ^ e*a> A.V. node Ji 

peace maker Ji ^ A.V. node Ji laj it 

Jjs P JI dJWI ajufc 

inverted loj 

absent Iaj QRS Ji j-op-j 

JIsjj 

regular bradycardia djac c^ai 
QRS JI 

deformed ui b ■ 
Narrow normal Uj b ■ 
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Simple ECS 


third degree heart block ji JlJu> ??? & lou deformed $) 

Narrow normal 4~&i$)ioi 

QUS yU . j£LO 

P wave Ji « P wave J) 
single Ub i 
Multiple u b ' 4 - 

«Lib &sr\s>- 51 loj b 41 - 

first degree heart block 5 i sinus bradycardia la* single 41SJ $) 

??? ^Illllllljl 63^ 
first degree heart block Ji j 
just prolonged PR interval 

555 multiple 5^ P wave ji cjd ui 
Mobitz two <5* 

????Atrial flutter Ji ,> Mobitz two Ji &ja 5131 ^Ja 
bradycardia djjs. b Mobitz two Ji > 
tachycardia ojjs. b atrial flutter Ji 5 > 

< ?'?5 ibb ia-la- 5! 3J 

Noda rhythm UJa ^ ^1 j*Ju> 

long strip dib- 5) diagnostic approach Ji l*Ja aa 

oa >4,^ QRS Ji js. rate Ji J* rhythm Ji Js. £b« 

ijasrJi , J dbj duAJ P JI C job 

dUij O3-6 JLsdlft jlaOc^l dJLJ jjSs laJa 
Jji JuSaJI J 

segmented ji 

P JI O''' ‘ 

QRS JI ooxa 

ST segment Ji 

m pilSJi oojU Long strip Ji o>jJ j ^> 3 

dj^uJI 0 qv: e l$j ju 4JJI cLi j) cbl J 


4il/ Ct^' 
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Summary of ECG 
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Summary of ECG NMT10 


Summary of ECG 


i. Take a look at the leads & determine location of each wall: 


I 

High lateral 


aVR 

Vi 

Septal 


v 4 

Strict anterior 


11 

Inferior 


aVL 

High lateral 


V2 

Septal 


V5 

Low lateral 


111 

Inferior 


aVF 

Inferior 


V3 

Strict anterior 


Vb 

Low lateral 


II 





2. Make spot diagnosis 

3. Use the scheme to: 

• Confirm diagnosis 

• Correct diagnosis 

• Complete diagnosis 


Scheme for ECG 


Abnormality 

Leads to look at 



Limb leads 

Chest leads 

Step I 

AV block 




Arrhythmia 

Strip or II 


Step II 

Atrial enlargement 

II 

Vl 


Bundle Branch Block 


Vl,V2,V 5 ,V6 


Ventricular enlargement 


Step III 

Axis 

I/III oraVF 



Hemiblock 

Limb leads 


Step IV 

Myocardial infarction 


I, L -► high lateral wall 

II, III, F -► inferior wall 

Vl, V2 -► septal wall 

V3, V4 -► strict anterior wall 

V5, V6 -► low lateral wall 


Myocardial ischemia 


Step V 

Low voltage 

I, II, III 



Digitalis 

In all limb leads 



Hyperkalemia 

In all limb leads 



Pre-excitation syndrome 

In all limb leads 



Normally: 

P wave: height <2.5 small squares- width < 3 small squares. 

PR interval (P wave + PR segment): width= 3-5 small squares. 

QRS: width < 2.5 small squares - height in LI + HI + LI II > 15 small squares. 
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Summary of ECG NMT10 


Step 1: 

I.i Atrioventricular Block 


Uniform 



Ps 


All are conducted 


PR intervals 



Some aren't conducted 



Mobitz type II 



Variable 



In second degree only (wenckebach & Mobitz type II): 

1- Detect degree of block (P: QRS ratio -> 6:5 or 5:4 or 4:3 etc ). 

2- If block is 2:1, look at the width of the QRS: 

If wide > 2.5 = Mobitz type II. 

If narrow = wenckebach. 

3- If shortest PR > 5 in wenckebach or PR > 5 in Mobitz type II = 1 st degree Av block is associated. 


First Degree AV Block 


Mobitz Type II Second Degree AV 
Block 


. I y \ . . | - | ^ * j ^ ^ — ZCa — 


— I a, 1 ^ . .| /\ 1 ■. ^ 

^ I ,*1 * ~ , ^ ^ ~ *1 ^ . ~l A A »■ 1 ^ ' 


Mobitz Type I (Wenckebach) 
Seconed Degree AV Block 



C • J 

J A a. — * | A a *|a. »|a* 


3rd Degree (Complete) Heart Block 


2:1 
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Summary of ECG NMT10 


1.2 Arrhythmia: 


1. Regularity: 

• Regular: 

Definition: uniform R-R intervals +/- imm 
How to decide: 

- By paper or divider 

- If NO strip: compare R-R intervals in different leads 

- If NO R-R in leads: do NOT comment on regularity 

• Irregular: 

Definition: variable R-R 
Possibilities: 

- Regular irregularity 

- Irregular irregularity 

• Regular with occasional irregularity: 

Definition: ALL R-R are regular except one i.e. premature beat 


2. Rate: (heart rate) 

• If regular R-R interval: 

Count number of squares (big or small) in R- R interval 
Rate = ; 


300 


or 


1500 


R-R in big squares R-R in small squares 

If irregular R-R interval: 

- If strip is 

10 big squares, so rate = number of QRS X 30 
20 big squares, so rate = number of QRS X 15 
30 big squares, so rate = number of QRS X 10 
-Whether strip is present or not, choose THE MOST MIDDLE R-R INTERVAL(^'j 


So rate = - 


300 


MOST MIDDLE R-R in big squares 
If NO strip & NO R-R in leads (one complex in each lead), do NOT comment 


3. Pacemaker: 


Scheme for pacemaker 

Pacemaker 

How to know 

If the pacemaker is ..., so think about 

Sinus 

P wave: 

‘L/x. Normal sinus rhythm 

Differentiated by 

pacemaker 

- Upright in II & 

"\y Sinus tachycardia 

regularity & 

- Inverted in aVR 

R Sinus bradycardia 

rate 



Sinus arrhythmia 




Sinus pause 


Atrial 

NO sinus P wave 

Atrial ectopic focus 

Differentiated by 

pacemaker 

P wave according to 
rhythm 

Atrial fibrillation 

features of 

Atrial flutter 

each 



Multifocal atrial tachycardia 
Wandering atrial tachycardia 

pacemaker 
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Summary of ECG NMT10 


Junctional 

pacemaker 

P wave: 

- Absent OR 

- Retrograde: 

Inverted in II, 
Upright in aVR 

Just before or just 
after QRS 

11 

R 

Supraventricular tachycardia 
Escape Junctional rhythm 
Accelerated Junctional rhythm 

Differentiated by 
rate (as ALL 
are regular) 

Ventricular 

pacemaker 

- Wide QRS 

Except suprahesal 

- T direction is 

opposite to QRS 

- +/- signs of AV 

dissociation 

VYVYT 

Ventricular tachycardia 

Escape idioventricular rhythm 

Accelerated idioventricular 
rhythm 

Differentiated by 
rate (as ALL 
are regular 
except 

multifocal VT) 




Ventricular fibrillation 
Ventricular flutter 

Spot diagnosis 

Artificial 

pacemaker 

Spikes before QRS 
+ /-P wave 


A 

Ventricular pacemaker 

Dual pacemaker 

Differentiated by 

spikes 


For determining type of arrhythmia 

1. Determine the pacemaker 

2. Decide which type of arrhythmia according to the rate and regularity 


I. Sinus pacemaker: 

Scheme for Sinus Pacemaker 


l.pacemaker 2. decide arrhythmia 

Regularity Rate Lead II (Strip) Rhythm (Diagnosis) 


60- 

100 

4 


Normal sinus 
rhythm 

100- 

Reguiar 180 

Sinus rhvthm 


Sinus tachycardia 

P wave: 40-60 

• Upright in II 


Sinus bradycardia 

• Inverted in aVR i,. regular Any 

4-4^44- 

Sinus arrhythmia 

Regular with OI 
(Dropped beat) 

4 



1 

Sinus pause 

(Sick Sinus Syndrome) 
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Summary of ECG NMT10 


II. Atrial pacemaker: 


Scheme for Atrial Pacemaker 


1-pacemaker 2 . deciding arrhythmia 


Pacemaker Regularity Rate 

Leac 

II (Strip) Rhythm (Diagnosis) 

Small P Regular > 150 

waves 

Ju, 

I Supraventricular 
tachycardia 


Fibrillatory 
waves 
Absent P 


Irregular Any 


Atrial 

pacemaker 

NO sinus P 
wave 



Coarse 

Fine 


Atrial 

fibrillation 


Flutter 
waves 
(Saw teeth) 


Regular 


Irregular 


Any 



trial flutter 4:1 


trial flutter with 
ariable block 


Tachycardia 


". 3 

different Ps 


Irregular 


Multifocal atrial 
tachycardia (MAT) 


Bradycardia 



andering atrial 
acemaker 


III. Junctional pacemaker: 


Scheme for Junctional Pacemaker 


l.pacemaker 


Junctional 

Pacemaker 

P absent or 
retrograde 


2 . decide arrhythmia 

Regularity Rate Lead II (Strip) Rhythm (Diagnosis) 

>150 I Supraventricular tachycardia 

(> 100 ) 1444444444^ (pavnrt) 


Regular 


40-60 


60-100 



Escape Junctional rhythm 


Accelerated Junctional rhythm 


ALL junctional rhythms are REGULAR, unlike fine AF which is IRREGULAR 
Junctional rhythm Atrial Fibrillation 

(sup raventricular tachycardia) 

Absent P wave 

Regular Irregular 
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Summary of ECG NMT10 


IV. Ventricular pacemaker: 

Scheme for ventricular Pacemaker 

l.pacemake 2 . decide arrhythmia 


r 

Pacemaker 

Regularity 

Rate Lead II (Strip) Rhythm (Diagnosis) 




>i5 ° mYYYvr zsssse 




<4» Escape idioventricular 

rhythm 

Ventricular 

pacemaker 

Wide QRS 



60-100 Accelerated 

idioventricular rhythm 



Don’t exceed 30 seconds NON sustained 

3 or more beats ventricular tachycardia 

T inversion 

AV dissociation 


Irregular 

Tachy Hi 

Multifocal ventricular 
tachycardia 




Torsades de pointes 




ww- v“;';i al 

tachycardia 

NO QRS 

Vent. 

Irregular 

Any 

Ventricular fibrillation 


fibrillatory 

waves 





Ventricular 

flutter 

waves 

Regular 

5- Mill 

Ventricular flutter 


V. Ectopic beats 


Scheme for Ectopic Beats 


cd 

V 

* V 
o u 

a 3 

o cd 

ts a 

V o 
u b 


-M 

0 ) 

i 

3 

’3 

Q 


if 

,so 

Sinus rhythm 

■w 

cd 

a; 

-►pause 
-►ectopic beat 

pfi 

V 

ft 

-►sinus 

cd 

y 

rhythm 

Gfi 

H 


if 


Sinus rhythm 
-►ectopic beat 
-►pause 
-►sinus 
rhythm 


cd 

a; 

a; 

u 

B 

cd 

s 

g 

Ph 


cd 

u 

♦pH 

ft- 
0 . 

ts 

o 2 

1 

1 

*3 

Q 


^ Small (atrial) 
13 P wave 

C K 




« ^ Retrograde P 

8 

*£- 


[a^ j/\-4/v 


opposite QRS 


g £ Wide QRS 
5 S? Twave 

ts t 
s §■ 

8-a 

ft a 

h 0 - 

o \p 
o> 2 

ft s 

cd 


4a^|a , yA^A. 


Small (atrial) 


P wave 

1 

Premature Pause | 


! Retrograde P 
wave 

Less than 


2 Normal cycles 






g ^ Wide QRS 


T wave 
opposite QRS 


Premature Pause 


equal 


2 Normal cycles 


^AjA^jAyA-jA— 


.So diagnosis 

Escape atrial 

beat 

Escape 

Junctional beat 
Escape 

ventricular beat 

Premature 
atrial beat 
Premature 
Junctional beat 
Premature 
ventricular beat 
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Variable forms of premature beats: 

1) Premature atrial beat with aberrant conduction (Ashmann phenomenon): 

Premature atrial beat occurs so early that it reach the ventricles during relative refractory period. 

So upstroke of ventricular depolarization is slow and intraventricular conduction of the impulse is slow 
with subsequent wide QRS. 




2) Premature atrial beat with non-conducted P: 

Premature atrial beat occurs more early than the mentioned above, so it reaches the ventricels during 
absolute refractory period -> no QRS 




3) Monofocal premature beat: 


Scheme for Monofocal Premature Beat 


if 


•So 


cd 

0) 

pfi 

0) 

B 

cd 

s 

a> 

- 

a 

cd 

o 

a 

© 

fl 

o 


50 

0 
u 

1 
= 
s 

s 

cd 

50 

a 

|| 

£ 

?2 

3 

3 

0 

cd 

V 
pfi 

V 

5 

cd 

s 

4) 

ft 


cd 

• fN 

1 

0) 

*4 

cd 

a 

Id 

v 

42 

2 s 

13 

Si 

2 g 

ft > 

§3 

I 

I 

•F4 

u 

V 

Q 


Small P 

wave 


If (Strip) 


•So 


3 


« B $ M> 

B g S 

C S-o £ 


- 

& 


k' -k k k k- 

Atrial bigeminy 


Atrial trigeminy 


a s 
« « 
v &c 


Atrial 
quadrigeminy 


Wide QRS 
T wave 
opposite 
QRS 


cd 

U V 
cd ,n 

1 § 

Sg 

I a 

ft 


ky^kyA^^yA^yAjy^ 

1 1 1 1 

Ventricular 

bigeminy 

_l 1 1 1 

4 ^ 4 / y^J 

Ventricular 

trigeminy 


Retrograde 
P wave 


Ventricular 
qua drigeminy 


cd ^ 

a 3 « 
0 ■£ 42 
5 cd 
« g u 

s S-fi 

5 h 
ft 


Junctional 

bigeminy 


Junctional 

trigeminy 


Junctional 
quadrigeminy 
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Summary of ECG | NMT10 


4) Couplet: 


Scheme for Couplet 

How to know 

if 

Lead II (Stri] 

p) 

,So diagnosis 

Sinus rhythm 
-►premature 

Small P wave 

a 



Atrial couplet 

beat 

£ Retrograde P wave 



Junctional couplet 

-►premature 

beat 

-►sinus rhythm 

£ Wide QRS 

T wave opposite QRS 


Ventricular couplet 


5) Interpolated premature beat: 


Scheme for Interpolated Premature Beat 


How to know 


if 

Lead II (Strip) ,So 

Sinus rhythm 
-►premature beat 
-►sinus beat (NO pause) 

1 g 
*5 ~ 

Small P wave 

Interpolated PAB 

0 S « 

1 g 

5 a 

Retrograde P wave 

Interpolated PJB 

Premature cycle + return 
cycle = ONE normal sinus 
cycle 

Wide QRS 

T wave opposite 

QRS 

Interpolated PVB 


Step II 

II. l. Atrial enlargement: 

Look at 




Vl 


II 










Scheme for atrial enlargement 



II 


Vl 


Normal 

Positive, W<3mm, H< 2.5mm 


Biphasic 


Left 

Broad, W>=3mm 

P mitral +/- notched 

jy\. 

-ve > 1x1 


Right 

Tall and peaked, H>2.5 

P pulmonale 

> 2.5 mm /\ 

-A_ 

+ve > 1.5 in 


Biatrial 

P mitral & P pulmonale 


+ve P is tall >1.5 & -ve P is board >1 


For diagnosis of atrial enlargement, a change in ONE lead is ENOUGH 
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Summary of ECG | NMT10 


II. 2. Bundle Branch Block: 

Look at 




Vl 




V2 

V 5 




V6 



Spot diagnosis: WIDE QRS at Vi, V2, V5, V6 
i. Is QRS complex (Normal < 2.5mm) wide? 

If >3111111 -» complete BBB 
If 2.5-3mm -* incomplete BBB 

ii. In both cases, determine whether right or left: 


Scheme for Bundle Branch Block 



RBBB + LBBB 


>If RBBB is diagnosed, NEVER diagnose: 

- Ventricular enlargement 

- Myocardial ischemia 

>If LBBB is diagnosed, NEVER diagnose : above conditions+ 

- Myocardial infarction (diagnosed if new onset LBBB with typical ischemic chest pain or elevated cardiac 

enzymes ) 

- Hemiblock. 

> Pacemaker: in LBBB ONLY (or IVCD) 

If LBBB is associated with spikes, this indicates pacemaker: 

- If one spike (before QRS) -► ventricular pacemaker 

- If TWO spikes ( one before P, and other before QRS) -► Dual pacemaker 

- If spike is NOT followed by QRS -► malfunctioning pacemaker 
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Summary of ECG | NMT10 


II.3. Ventricular enlargement: 

Look at 




Vl 




V2 

V 5 




V6 



Scheme for Ventricular Enlargement 

Vi,V2 V5, V6 

LVE 6 features (ANY one is diagnostic, but ALL must be excluded negative to exclude LVE) 

R in V5 or V6 > 25 mm (5 big squares) 


R in V5 or V6 + S in Vi > 35 mm (7 big squares) 
R in V5 or V6 + S in V2 > 45 mm (9 big squares) 


1 R 


"1 

m 

V4 

R in V6 > R in V5 

II. L 

n 




1 

V5 1 




r" 

V6 I 




R in aVL > 13 mm +/- ST depression( strain sign) = hypertrophy > 

R in aVF > 20 mm dilatation 


RVE Tall R in Vi > 7 111111 or R in Vi > S in Vi 

Deep S in V6 

+/- ST depression( strain sign) = hypertrophy > 
dilatation 


I > 7 111 m 

1 Or R/S ratio >1 


r 

I Deep ’S' 


BVE Signs of LVE + tall R in Vi or Signs of LVE + Rt. Axis deviation. 


Step III 

III.i. Axis: 


Look at: 


I 








III 

aVF 





Scheme for Axis 


Normal axis Left axis deviation Right axis Extreme axis 

deviation deviation deviation 


I 

L 


L 


r 




III or 
aVF 

L 


r 


L 





IF THE AXIS IS DEVIATED, SEARCH FOR HEMIBLOCK 
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Summary of ECG | NMT10 


III. 2. Hemiblock: 

Look at: inferior and high lateral leads 


I 




II 

aVL 



III 

aVF 





Search for hemiblock if axis is deviated 


Scheme for Hemiblock 


LAI IB Left axis 
deviation 

U 

Deep S in inferior leads (II, III, aVF) in aVF 
j especially (as normal in III) 

" Y* 

L 

1 a 

Left anterior HB ■ 

1 

r 

[ii 

(NO need to exclude other causes of left axis 
deviation) 

■ y 

' r 

LPHB Right axis 
deviation 

Left posterior HB 

■ 

r 

u 

Deep S in high lateral leads (I, aVL) 

■ 

II. 

R 

1 r 

I (provided that it is NOT explained by RVE) 

F 


NB 


If hemiblock + RBBB -► Bifascicular block hemiblock 
If hemiblock + RBBB + 1 st HB -► Trifascicular block hemiblock 


Step IV 

IV. 1.2. Myocardial infarction and ischemia: 

Search for ALL changes in EACH lead 

Changes: 

i.Is there Pathological Q (or poor progression of R)? 

ii. Is there ST elevation (or ST depression)? 

iii. Is there T inversion (or hyperacute, biphasic or flat T wave)? 

CHANGES must be in 2 SUCCESSIVE LEADS of the SAME WATT, 

> Pathological Q: 

-Wide (> imm) & deep (>= 2mm or > Va the following R) 

-In 2 successive lead of the same wall 

> Poor progression of R: in anterolateral infarction 

-Ris NOT >S in V4 

> ST elevation: 

-First mm after J point is elevated than isoelectric line 
-Isoelectric lines (baseline) are P-R segment or T-P segment 
-Considered elevated if: 

> imm in limb leads 

> 2 mm in chest leads 
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Summary of ECG NMT10 


-Determine straightened or coved according to T wave & J point elevation 

These changes MUST be IN 2 SUCCESSIVE LEADS of the SAME WALL 

If: 

> ST elevation (+/- ST depression in other walls) -► ST elevation 

Myocardial Infarction (+/- reciprocal ST depression) 

> ST depression ONLY -* Myocardial ischemia 

If ST Elevation Myocardial Infarction, determine age & 
site: 


l.Age: 


Scheme for age of STEMI 

Age of STEMI How to know 

ST segment Q wave T wave 

Hyperacute ST elevation NO pathological Q +/- Hyperacute T wave 

kM 


2S Acute ST elevation Pathological Q +/- Hyperacute T wave 

S Or poor R progression 

WD 

,2 Biphasic (intermediate 

^3 phase) 

hW 

\ 

Evolving ST elevation Pathological Q Inverted T 

03 Or poor R progression 

|Vp/ 


Old NO ST elevation Pathological Q Normal T 

Or poor R progression 

rr 



2. Site: 



Posterior wall MI: 

Tall R in Vi, V2, V3 - ST depression - upright T 
Associated with inferior myocardial infarction (to differentiate it form RVE) 

RYE Posterior MI 

Tall R in Vl, V2, V3 

Associated with Inferior MI 

12 | www.medadteam.org 



Summary of ECG | NMT10 


ST depression in some leads: 

- If associated with ST elevation in other leads -» RECIPROCAL ST DEPRESSION associated with MI 


-If alone -» MYOCARDIAL ISCHEMIA: 

ST depression: start after J point, is ^ imm in limb leads or >2mm in chest leads & last for >2mm. 
T wave: flat or symmetrically inverted or symmetrically upright. 



Step V 

V.i. Low voltage: 

Look at 


I 




II 




III 






How to know 


QRS in I + II + III < 15mm 


NB 


Electrical altemans in pericardial effusion: 

- LOW voltage _|_ 


V.2. Digitalis effect: in all leads 

Digitalis effect: 

• Short QT i.e. QT < V2 RR 

• Sagging ST depression: 

- J point is isoelectric (unlike ischemia) 

- ST depression + T inversion 

- Fused ST & T 



NB | Normal QT = V2 RR 


V.3. Hyperkalemia: in all leads 

How to know: 

Hyperacute T wave alone (tall, narrow & peaked) 



V.4. Preexcitation syndrome: in all leads 

Scheme for prexcitation syndromes 


WPW-Wolf Parkinson White LG L- Lawn Ganong Levine 
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Arterial Blood Cases Dx Tom _^» # | 


PH acidosis < 

| PH 7.35 - 7.45 j 
|PaCo2 35 - 45 j 

IhCos 22-2? i 

i ! 


7.4 




> alkalosis 


Respiratory 

Metabolic 


R Respiratory 

PH PCoz Alkalosis 

0 Opposite 

PH PCoz Acidosis 

M Metabolic 

PH HCo 3 Alkalosis 

E Equal 

PH HCo3 Acidosis 


Uncompensated : Coz or H C03 normal 
Partially Compensated : Nothing is normal 
Compensated : PH is normal (7.4 baseline/neutral) 


ABG made easy summarized 


l-blood gas exchange : 

At sea level, atmospheric pressure (i.e. total pressure of gases in the atmosphere) = 101 kPa 
or 760 mmHg. 02 comprises 21% of air, so the partial pressure of 02 in air = 21% of 
atmospheric pressure = 21 kPa or 160 mmHg C02 makes up just a tiny fraction of air, so the 
partial pressure of C02 in inspired air is negligible. 


PaC02 is controlled by ventilation and the level of ventilation is adjusted to maintain PaC02 
within tight limits 


In patients with chronically high PaC02 levels (chronic hypercapnia), the specialised 
receptors that detect C02 levels can become desensitised. The body then relies on receptors 
that detect the Pa02 to gauge the adequacy of ventilation and low Pa02 becomes the 
principal ventilatory stimulus. This is referred to as hypoxic drive. In patients who rely on 
hypoxic drive, overzealous correction of hypoxaemia, with supplemental 02, may depress 
ventilation, leading to a catastrophic rise in PaC02. Patients with chronic hypercapnia must 
therefore be given supplemental 02 in a controlled fashion with careful ABG monitoring. 

The same does not apply to patients with acute hypercapnia. 


Saturation of Hb with 02 (S02): This factor is the percentage of available binding sites on Hb 
that contain an 02 molecule - i.e. how much of the carrying capacity is being used (Figure 4) 
Note S02 = 02 saturation in (any) blood Sa02 = 02 saturation in arterial blood A note on ... 
pulse oximetry Sa02 can be measured using a probe (pulse oximeter) applied to the finger 
or earlobe. In most cases it provides adequate information to gauge oxygenation, but it is 
less accurate with saturations below 75% and unreliable when peripheral perfusion is poor. 
Oximetry does not provide information on PaC02 and, therefore, should not be used as a 
substitute for ABG analysis in ventilatory impairment. 


P02 is not a measure of the amount of 02 in blood - ultimately, the Sa02 and the Hb 
concentration determine the 02 content of arterial blood 


P02 is not the amount of 02 in blood but is the driving force for saturating Hb with 02. 


When Hb approaches maximal 02 saturation, further increases in P02 do not significantly 
increase blood 02 content. 



Both oxygenation and C02 elimination depend on alveolar ventilation: impaired ventilation 
causes Pa02 to fall and PaC02 to rise. 


V/ Q mismatch allows poorly oxygenated blood to re-enter the arterial circulation, thus 
lowering Pa02 and Sa02. Provided overall alveolar ventilation is maintained, the mismatch 
does not lead to an increase in PaC02 


Imagine if alveoli in one area of the lung are poorly ventilated (e.g. due to collapse or 
consolidation). Blood passing these alveoli returns to the arterial circulation with less 02 and 
more C02 than normal. This is known as shuntingl (Figure 7). Now, by hyperventilating, we 
can shift more air in and out of our remaining 'good alveoli'. This allows them to blow-off 
extra C02 so that the blood passing them can offload more C02. The lower C02 in non- 
shunted blood compensates for the higher C02 in shunted blood, maintaining the Paco2. 

The same does NOT apply to oxygenation. Blood passing 'good alveoli' is not able to carry 
more 02 because its Hb is already maximally saturated with 02 (remember: flat part of the 
curve, Figure 5). The non-shunted blood therefore cannot compensate for the low 02 levels 
in shunted blood and the Pao2 falls. 


The fraction of inspired oxygen (Fio2) refers to the percentage of 02 in the air we breathe in. 
The Fio2 in room air is 21%, but can be increased with supplemental 02. 


A low Pao2 may result from either V/Q mismatch or inadequate ventilation and, in both 
cases, increasing the Fio2 will improve the Pao2. The exact Fio2 requirement varies 
depending on how severely oxygenation is impaired and will help to determine the choice of 
delivery device (Figure 8). When the cause is inadequate ventilation, it must be remembered 
that increasing Fio2 will not reverse the rise in Paco2. Supplemental 02 makes ABG analysis 
more complex as it can be difficult to judge whether the Pao2 is appropriately high for the 
Fio2 and, hence, whether oxygenation is impaired. A useful rule of thumb is that the 
difference between Fio2 and Pao2 (in kPa) should not normally be greater than 10. However, 
there is often a degree of uncertainty regarding the precise Fio2 and, if subtle impairment is 
suspected, the ABG should be repeated on room air. 


Oxygen delivery devices Nasal prongs: Fi02 < 40%. Comfortable and convenient. Fi02 non- 
specific: depends on flow rate (1-6 L/min) and ventilation. 



Standard face mask: Fi02 30-50% at flow rates 6-10 L/min but imprecise. May cause C02 
retention at flows less than 5 L/min (rebreathing) and, therefore, not useful for providing 
lower Fi02. 


Fixed performance (high-flow) face mask: Fi02 24-60%. Delivers fixed, predictable Fi02. 
Ideal for providing controlled, accurate 02 therapy at low concentrations. Face mask with 
reservoir: Fi02 60-80%. Can achieve even higher Fi02 with a tight-fitting mask. Useful for 
short-term use in respiratory emergencies. Endotracheal intubation: Fi02 21-100%. Used in 
severely unwell patients with very high 02 requirements, especially in patients with 
ventilatory failure. The patient is sedated and mechanically ventilated. 


Type 1 respiratory impairment : is defined as low Pao2 with normal or low Paco2. This 
implies defective oxygenation despite adequate ventilation. V/Q mismatch is usually 
responsible and may result from a number of causes (Box 1.3.1). The Paco2 is often low due 
to compensatory hyperventilation. 


PULMONARY GAS EXCHANGE: THE BASICS 



Figure 5 Oxyhaemoglobin dissociation curve. The curve defines the 
relationship between Po : and the percentage saturation of haemoglobin 
with oxygen (So ? ). Note the sigmoid shape: it is relatively flat when Po 2 is 
greater than 80 mmHg (10.6 kPa) but steep when Po? falls below 60 mmHg 
(8 kPa). 2,3-DPG = 2,3-diphosphoglycerate. 


Key point 

When Hb approaches maximal 0 2 saturation, further increases in 
Po 2 do not significantly increase blood 0 2 content. 


PULMONARY GAS EXCHANGE: THE BASICS 


21 % 



Figure 6 Composition of inhaled and exhaled gases at various stages of 
respiration. 


Key point 

Both oxygenation and C0 2 elimination depend on alveolar 
ventilation: impaired ventilation causes Pt?0 2 to tall and PnC0 2 to 
rise. 


PULMONARY GAS EXCHANGE: THE BASICS 


Normal 


Tissue 0 2 ■*■■■— 
Tissue C0 2 


Tissue 0 2 ii 
Tissue C0 2 


Inhaled 


Inhaled 


o 2 


o 2 



So 2 100% 


So 2 

100 % 


So 2 

100 % 



So 2 87% 


Unventilated 


So 2 

100 % 


So 2 

75% 


Exhaled 


Exhaled 



Figure 7 Effect of shunt on oxygen and cartoon dioxide. 






PULMONARY GAS EXCHANGE: THE BASICS 






Figure 8 Oxygen delivery devices. 


DISORDERS OF GAS EXCHANGE 



All tissues 
(shock) 


Specific tissues 
-►(eg. myocardial 
infarction) 


J T" 

Haemoglobin Low haemoglobin 

unable to carry 0 2 (anaemia) 

(e g. CO poisoning) 


LowPao? 

(impaired 

oxygenation) 


Figure 9 Causes of hypoxia. 




DISORDERS OF GAS EXCHANGE 


Box 1.3.1 Common 

causes of type 1 respiratory impairment* 

Pneumonia 

Acute asthma 

Pulmonary embolism 

Acute respiratory distress syndrome 

Pneumothorax 

Fibrosing alveolitis 

Pulmonary oedema 

Chronic obstructive pulmonary disease 

'The usual mechanism is V7Q mismatch; however, some conditions (e.g. alveolitis) 
impair diffusion of gases across the alveolar capillary membrane. 


Table 1.3.1 

Assessing severity of type 1 respiratory impairment 


Mild 

Moderate 

Severe 

Pao 2 (kPa) 

8-10.6 5.3-7. 9 

<5.3 

Pao ? (mmHg) 

60-79 

40-59 

<40 

Sao ? (%) 

90-94 

75-89 

<75 

Other markers of severe 

impairment 



• High Fio 2 requirements to maintain adequate Pao 2 

• Lactic acidosis (indicating tissue hypoxia) 

• Organ dysfunction (drowsiness, confusion, renal failure. 


haemodynamic collapse, coma) 


DISORDERS OF GAS EXCHANGE 


Table 1.3.2 The ABG 

in different patterns of type 2 impairment 


Paco 2 

hco 3 

pH 

Acute 

T 

— 

X 

Chronic 

T 

T 

— > 

Acute on chronic 

T 

T 

X 


Box 1.3.2 Common causes of type 2 respiratory impairment 

Chronic obstructive pulmonary disease* Opiate/benzodiazepine toxicity 

Exhaustion Inhaled foreign body 

Flail chest injury Neuromuscular disorders 

Kyphoscoliosis Obstructive sleep apnoea 

'May lead to either type 1 or type 2 respiratory impairment. 


Box 1.3.3 Clinical 

signs of hypercapnia 

Confusion 

Drowsiness 

Flapping tremor 

Bounding pulse 

Warm extremities 

Headache 


Type 2 respiratory impairment is defined by a high Paco2 (hypercapnia) and is due to 
inadequate alveolar ventilation. Because oxygenation also depends on ventilation, the Pao2 
is usually low, but may be normal if the patient is on supplemental 02. It is important to 
note that any cause of type 1 impairment may lead to type 2 impairment if exhaustion 
supervenes (Box 1.3.2). 


Supplemental 02 improves hypoxaemia but not hypercapnia and, therefore, treatment of 
type 2 respiratory impairment should also include measures to improve ventilation (e.g. 
reversal of sedation, relief of airways obstruction, assisted ventilation). The overzealous 
administration of supplemental 02 to some patients with chronic type 2 impairment may 
further depress ventilation by abolishing hypoxic drive (p. 7). 


DISORDERS OF GAS EXCHANGE 


Table 1.3.2 The ABG in different patterns of type 2 impairment 


pH 


Acute 

Chronic 

Acute on chronic 


T 

T 

T 


T 

T 


4 

4 


Box 1.3.2 Common causes of type 2 respiratory impairment 

Chronic obstructive pulmonary disease' Opiate/benzodiazepine toxicity 

Exhaustion Inhaled foreign body 

Flail chest injury Neuromuscular disorders 

Kyphoscoliosis Obstructive sleep apnoea 

'May lead to either type 1 or type 2 respiratory impairment. 


Box 1.3.3 Clinical 

signs of hypercapnia 

Confusion 

Drowsiness 

Flapping tremor 

Bounding pulse 

Warm extremities 

Headache 


Table 1.3.3 

Common causes of hyperventilation 

Primary 

Anxiety (psychogenic) 

Pain or distress 


Hypoxaemia 

Fever 


Salicylate toxicity 
Hepatic cirrhosis 

Central nervous system disorders 

Secondary 

Metabolic acidosis (of 
any aetiology) 



DISORDERS OF GAS EXCHANGE 


SUMMARY OF GAS EXCHANGE ABNORMALITIES 

The four main patterns of ABG abnormality in disorders of gas 
exchange are summarised in Table 13.4. 


Table 1.3.4 Patterns of ABG abnormality in 
of gas exchange 

disorders 



Pao 2 

Paco 2 

hco 3 

Respiratory impairment 

Type 1 

4 

4/— ► 

— > 

Acute type 2 

4/— » 

T 

— > 

Chronic type 2' 

4/— ► 

T 

T 

Hyperventilation 


4 

— »/4 

'Acute on chronic distinguished 

from chronic by presence of T H". 





2-Acid base disorders 


METABOLIC ACIDOSIS 

A metabolic acidosis is any process, other than a rise in Paco2, that acts to lower blood pH. 
It is recognised on an ABG by a reduction in HC03 and a negative base excess (BE). 

The severity of a metabolic acidosis should be judged according to both the underlying 
process and the resulting acidaemia. An HC03 less than 15 mmol/L (or BE < -10) indicates a 
severe acidotic process, whereas a pH below 7.25 (H+ > 55) constitutes serious acidaemia. 


DISORDERS OF ACID— BASE BALANCE 


Box 1.5.1 Metabolic acidosis (low HCOJ 
With raised anion gap 

Lactic acidosis (e.g. hypoxaemia, ischaemia, shock, sepsis) 
Ketoacidosis (diabetes, starvation, alcohol excess) 

Renal failure (accumulation of sulphate, phosphate, urate) 
Poisoning (aspirin, methanol, ethylene glycol) 

Massive rhabdomyolysis 

With normal anion gap 

Renal tubular acidosis (types 1 , 2 and 4) 

Diarrhoea (HCO s loss) 

Adrenal insufficiency 

Ammonium chlonde ingestion 

Urinary diversion (e.g. ureterosigmoidostomy) 

Drugs (e.g. acetazolamide) 


LACTIC ACIDOSIS 

This is the most common cause of metabolic acidosis in hospitalised patients. It is defined 
by a low HC03 in association with a plasma lactate concentration greater than 4 mmol/L 
(Figure 17). 


DISORDERS OF AO ID- BASE BALANCE 


Normal 



Hypoperfusion — global 



t 

Lactate 


Causes of global hypoperfusion 

• cardiogenic shock 

• distributive shock 


Increased tissue demand 



r 


Lactate 

Causes of increased tissue demand 

• extreme exercise 

• seizure activity 

• sepsis 

• burns 


Hypoxia 



r 


Lactate 

Causes of hypoxia 
- impaired ventilation 

• impaired oxygenation 

• anaemia 


Hypoperfusion — focal 



Causes of focal hypoperfusion 

* infarction 

* tourniquet 

* trauma 

- volvulus 


Impaired metabolism 



Lactate 


Causes of impaired tissue 
metabolism 

• genetic 

• cyanide poisoning 

• ethanol toxicity 


Figure 17 Lactic acidosis . 


DKA: is a common and life-threatening form of metabolic acidosis caused by insulin 
deficiency. It tends to occur in patients with type 1 diabetes who are either presenting for 
the first time or have not been taking their usual insulin therapy. In the absence of insulin, 
the body cannot metabolise glucose and, therefore, increases metabolism of fats. The 
breakdown of fats produces ketones - small organic acids that provide an alternative source 
of energy but can accumulate, leading to acidosis. DKA is therefore characterised by the 
triad of: 1. A high anion gap metabolic acidosis 2. An elevated plasma glucose 
(hyperglycaemia) 3. The presence of ketones (detectable in blood or urine) The severity of 
DKA is graded according to a variety of factors, including the severity of both the acidotic 
process and the resultant acidaemia (see Box 1.5.2). Patients are often profoundly 
dehydrated, with altered mental status. In addition to respiratory compensation, increased 
urinary acid excretion (up to 30% of the total ketoacid load in patients with normal renal 
function) can serve to limit the acidaemia. Ketones can also be excreted as salts of sodium 
or potassium: that is, paired with Na+ or K+ rather than H+. This lowers the anion gap 
without affecting the acidosis and helps to explain why patients develop a normal anion 
gap acidosis during treatment of DKA (another factor is intense Cl- replacement in the form 
of intravenous normal saline). 


DISORDERS OF ACID— BASE BALANCE 


Box 1.5.2 Diagnostic criteria and severity indicators for DKA 
Diagnostic criteria Severe DKA 

Acidosis* pH < 7.3 or HCO ;f < pH <7.1 or HC0 3 < 5 mmol/L 

1 5 mmol/L 

>3 mmol/L (or >2-+- >6 mmol/L 

on urine dip) 

>11 mmol/L (or 

Known diabetes) 

>16 mmol/L 

GCS < 12; K < 3.5 mmol/L; 
SBP < 90 mmHg; HR > 100 
or <60 

Adapted from Joint British Diabetes Societies guideline: The Management of 
Diabetic Ketoacidosis in Adults. March 2010. http://www.diabetologists- 
abcd.org.uk/JBDS_DKA_Management.pdf. 

'Guidelines specify that venous blood analysis is sufficiently accurate for 
measurement of pH and HC0 3 and an arterial sample is not required. 

DKA, Diabetic ketoacidosis; GCS. Glasgow Coma Scale; MFt, heart rate: 

SBF*. systolic blood pressure. 


Ketonaemia 

Hyperglycaemia 

Anion gap 
Other 


METABOLIC ALKALOSIS 

A metabolic alkalosis is any process, other than a fall in Paco2, that acts to increase blood 
pH. It is characterised on ABG by an elevated plasma HC03 and an increase in BE. 


DISORDERS OF ACID — BASE BALANCE 


Box 1.5.3 Metabolic alkalosis (high HCO3) 

Loss of gastric secretion (vomiting, NG suction) 
Potassium depletion (e.g . diuretics) 

Cushing syndrome 

Conn syndrome (primary hyperaldosteronism) 
Chloride-rich diarrhoea (e.g. villous adenoma) 
Excessive administration of sodium bicarbonate 

A/G, nasogastric. 



* When Cl is in short supply the kidney must keep HCO3 to preserve 
electroneutrality (the overall balance of positive and negative charges in the body) 


Figure 18 Effect of vomiting on acid— base balance. 


RESPIRATORY ACIDOSIS 

A respiratory acidosis is, simply, an increase in Paco2. Because C02 dissolves in blood to 
form carbonic acid, this has the effect of lowering pH ( / | S H+ ions). Normally, lungs are able 
to increase ventilation to maintain a normal Paco2 - even in conditions of increased C02 
production (e.g. sepsis). Thus, respiratory acidosis always implies a degree of reduced 
alveolar ventilation. This may occur from any cause of type 2 respiratory impairment (see 
Section 1.3) or to counteract a metabolic alkalosis. RESPIRATORY ALKALOSIS A respiratory 
alkalosis is a decrease in Paco2 and is caused by alveolar hyperventilation. Primary causes 
are pain, anxiety (hyperventilation syndrome), fever, breathlessness and hypoxaemia. It 
may also occur to counteract a metabolic acidosis. MIXED RESPIRATORY AND METABOLIC 
ACIDOSIS This is the most dangerous pattern of acid-base abnormality. It leads to profound 
acidaemia as there are two simultaneous acidotic processes with no compensation. In 
clinical practice it is often due to severe ventilatory failure, in which the rising Paco2 
(respiratory acidosis) is accompanied by a low Pao2, resulting in tissue hypoxia and 
consequent lactic acidosis. 
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Is the Pao 2 low 1 Normal values 


MAKING ABG INTERPRETATION EASY 




‘Rarely, may instead be due to chronic hyperventiation with metabolic compensation 
Figure 22 Assessing pulmonary gas exchange. 



INTERPRETING ACID-BASE STATUS 


MAKING ABG INTERPRETATION EASY 
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MAKING ABG INTERPRETATION EASY 
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Figure 23 Acid-base status. 










INTERPRETING ACID-BASE STATUS 


MAKING ABG INTERPRETATION EASY 


co 

CO 

5 

c 

CD 

CO 

T5 


C 

g 

3= 

© 


c 

S 

o 

■D 

2 
. CO 

© c 

2 o 

CO *•- 

to 9 - 

$ °> 
CO c 

?! 

ii 

1 1 

o o 

t s 

§ .52 

5 8 

o 5 
o 

CO © 
CM o 

£ *5 

3 -Q 
CD CO 
Ll_ © 

c E 
© 

© © 
_c © 

U £ 

£* c 
o © 


© 


•*- 0 ) 
© -C 
CO «- 

D 2S 


O 

0 

1 
+ 

O 

T 


© 

z 


a 

© 

CD 

c 

O 


© 

CL 


0 
L 

e 

00 

1 

o 


a 

E 

§ 

o 

z 


CD 

C 

£ 

o 


© 

© 

-Q 

E 

B 

E 

£ 

c 

0 


c 

E 

p 

O 

o 

© 

"O 

■g 

E 

d> 

©. 

w- 

© 

_© 

O 

© 

• 4 -> 

© 

E 

E 

Q 

c 


c 

© 

E 

0 
CD 
C 

1 

B 

-o 

© 

B 

© 

A 

g 

u 

© 

© 

© 

1 

Q. 

a) 


s 

s S 

1 i 

- 7 = II 

2 ™ 

1 | 

2 O. 


CT> 

X 


s! 

! 3 

ao ^ O 

in g 


I sr 3 ; S 
® o S. 


CM I 

s r « 7 

t i o t. s 

O UJ O X • 

CD X CL X 


CO 


© 

3 

© 

to 

Si 

© 

0 

p 

0 
© 

CD 

C 

1 

CL 

w. 

B 

+-> 

_c 

c 

© 

£ 

$ 

© 

• 4 —* 

c 

o 

o 

"© 

g 

‘c 

o 

© 


© 

o 

CO 

r 

O 

o 

© 

©" 

$ 


CO 

1 < 

a • 


c 

,0 

1 

c 

i 

E 

o 

o 

*-• 

5 

a 

B 

B 


3 

8 

o 

4— ’ 

<0 

© 

■O 

if) 

© 

© 

♦»* 

c 

o 

co 

co 

c 

B 

a 

E co 
o © 
o - 

o c 

5 1 

2 Si 

© -X 


B 

E 

'C 

a 

CD 

c 

CO 

l 

CL 

0 

c 

© 

4-* 

C 

1 

B 

a 

£ 

p 

3 

5 

0 

© 

1 
c 

C 

a 

<0 

■ 


0 

c 

V- 

& 

CO 

p 

© 

E 

O 

CO 

u 

c 

© 

C 

a 

O 

a 

E 

5 

i 

0 

c 


B 

c 

a 

B 

E 

v_ 

© 

0 

a 

p 

CL 

k_ 

© 

© 

> 

c 


O 

0 

1 

T3 

g 

o 4 

£ 

A 

• 4 —* 

o 

_Q 

©~ 

E 

ai 

_© 

© 

© 

k_ 

o 

© 

E 

© 

© 

p 

o 

© 


T3 

© 

X 

E 

p 

E 

© 

© 

1 o 

* i 

p 

CO 

c 

O 

© 

CD 

c 

© 

w 

© 

E 


e ; 


B 

> 


g 

c 

<i> © 

- o 


^ 2 O < 


CO 

© n 
8 5 
a O 

z 


c ^ 

I | 

J2 3 

$ to 

— T3 

.! si 

© © 


I § 


*♦ ♦ 


? I^JLg 4 j! 

? (JSlIui^ cIluj jj IgJ Li j L l^-k- Li ciul 

ajaLL] Ia^> aA . acj A-Ljaiixi AjI^aa] djlSjJ j)^>^i ^LjU. LI s^jl^ill V 

^ ciulj 1^ ^j^ixi Jl! dj^l^JI ^jLIj ^aI JjLja dLl ^ aj^JI ciiLi 4 -iaaI 

•••»4jL*,\I dLL^. ^3 Clul j jl <j^j^a]| S A^ll 

ChlCkCIl pOX aAlc-j 4 AjL dll tr’Wj'N.j jl A-i^j^a aA^j !ilLi ^ mJo <jj£j (jAa 

l^JLu jl Aj ^jiiSjJuLj 

0]Luj ^a^uujJ ^jijAajLi A lijl^J JiAu ^3 jl 4, aA^j ^3 ^alc. ^jjojLia^ Clul ^ilLa Jjjax^i (JjAg 

Jl 


^Llc taenia versicolor!!! 


Ia£ ^ LAoLujJA ^1 AjIj^AaII L_fl jjLj IjlLu 

' t Sj£i* 


n 




F atra Emtiaz Handbook 
Training Programme 
for Emtiaz Doctors 







Dermatitis 

(Eczema) 

30 % of dermatological complaints 
( Dermatitis until proved otherwise) 

❖ Types: 

> Contact Dermatitis 

> Atopic Dermatitis 

> Napkin Dermatitis 

> Stasis Dermatitis 

> Asteatotic Dermatitis 

> Dyshydrotic Dermatitis 



1) Contact Dermatitis 

An examatous dermatitis caused by exposure to substances in the 
environment .. & cause^— ► Acute 

N v* Sub acute Examatous Dermatitis 

^Chronic 

(dermatitis ... u ... aLJ' ^ a^u) 


Irritant Exposure: 


❖ 


May be 


+ Acute 
* Chronic 


❖ Examples: 

> Nickel Allergy 

> Rubber Cement of Sandals 

> Household Cleanser 

> Repeated Licking 

> Rubber Band of the underwear 

> Deodorant / Perfume 
>Topical Lotions 


Nickel Allergy: 






— A CjI jA t_a • 

: C5%? • 

s Edema, notable erythema 
^Well demarcated with erosions & crusts 
s Sometimes; vesicles & bullae (like burn) 







Rubber Cement Of Sandal: 



^ 2 4 S^Lal AjjuoLud^ • 

Artificial Pattern • 

( dermatitis <* c*%? 

|Aj] Ja^.V ... ^2 • 

J.Vu^s ; ! Ajou&^Lg l A* UjV free 

^kllj (jouliij A^La* <^1 (3f3aij <jjdii • 

j c-jljjaill ... ^Loi^ 


AjI • 

ji L-ji^judii (^y±A ajV free L-ji^judii <. s 


Household Cleanser: 

• In elderly $ 

• Superficial desquamation & lichenification 





... • 


ls* Dermatitis j$a\ 

Vj djLaiiLi i^a 

^cijLaiiLa]| j ciAiudl! ^ \x,\ o-^) A-ij\ 



Chronic Dermatitis ^ lU*j 

jl^jll JjL Cjjj jll Ui AjJjI ^1 C5J - 

t ** i< a m*y 1 jl^_i]| (J ^jja AjI^jj AjJuJ ^11 1 f.ljj]l (J-aLc. jl 

piquelike erythema, scaling ^ ^5u Jjj^j - 
easily confused with many c^j - 
dermatological diseases 


LS^kj 

... >±}\ ji 4l>j <-* lesion J&i ^ 




Rubber Band, of Underwear (Waistband Dermatitis): 

Contact Dermatitis lU*j 3^ j 1 <j-£Ui • 

... U^' • 

cJj^j u'""^J C 5 "^“^ ^-judillj Ul ___ V - 

<jl£ JdC* L qJVuj JjoJuI (JjfLlA dJ L-llliJl L_fl - 

A-ij (Jjoiijjj 

I^ja iJ/la (. kiaLaJl (_j-a AjjuoLuj^JI LiA j - 

edema, vesiculation <* t • 
ji^a JsjMj) well demarcated c^j • 



Deodorants & Perfumes: 

• Deodorants — ► Axilla 

• Perfumes — ► * A -^ c - J* j%? j' ... < -^ t> ^ 

Diffuse Pattern with • 

scales 

easily misdiagnosed Jwj • 






Repeated Licking: 


c^' o^' u^j ... J'-iiaVt <-i 



(J-ajtj (j^AA Ia^l^.j 4_lciS! (jj (Jj 3 Lilfl Li^j • 

yuji lj ^uibj Contact Dermatitis 
Contact c j^ ^ Saliva -S' 

Dermatitis 

... ^ • 

- Drying cycling of lips 

- Excoriation 

- Erythema 


Topical Lotions: 


• e.g.: Topical lotions containing paraben 

(a class of chemicals widely used as preservatives by cosmetic and 
pharmaceutical industries) 


... • 

|P j^oaIula (jl j| (j ) J^lLuuLa JjS 

<> dte O" 1 * 3 * J jSM AjjaJ f jV ... o-ji' 

jlaiaii o>£jj ojL oitjLjU Allergic Reaction <$i ji 


7^ 



p j ji&jfti <y& »j tiii <js ♦:♦ 

.... ^4**-*' j Contact Dermatitis 

•‘V Skin -2' <j cr^' *4! J* vJ* *♦* 

> Erythema (due to : VD of blood vessels) 

>Vesicles, bullae 

> Itching (due to histamine release) 

> Increase skin thickness ^ — ► Prominent fissures 

Increase skin creases 



Prominent skin fissures & increased Skin -N 

Dermatitis -U Pathognomonic l$± Creases 

.... 

Dermatitis *•> u) .. . 4^ ij) 







11) Atopic Dermatitis 

► Atopy : A heritable clinical state associated with 
(Dermatitis - Asthma - Allergic Rhinitis) 

► Atopic Dermatitis : 

- Usually chronic pruritic inflammation of epidermis & dermis 

- often occur in association with a personal or family history 
of ( hay fever - asthma - allergic rhinitis) 

Qti Systemic Allergy ^ ♦> 

In Infants & Young Children: 

... lA • 

specific lesion of certain dermatological disease ^ 








Atopic Dermatitis 


Scabies 


ji AjjojLui^. oAiC. Ullc- 

<i*L**> family history ^ J 
scalp, face(chin & cheek) -11 ^ 

(jjVnm i^ya (JlilaSH ) 


(jLic. j <■ * ^ic. -li. 

gyA cA jA? . . . (lilljflj JJJ .la. 




; tillLuuA AaIa pA 


?? (J ^la ^ic. gAIc* (JjJaAlA - 


... ... V - 

^ LS Lille* 


(CAl jluo 1 Aic.^ 




In Older Children & Adults : 



• In elbow, knee (flexor surface) 
knee j cubital fossa -S' ^ ^ j • 

(j>Jj I JJ qa 

(Jjja^ (Jja W^) 

(Common in middle aged female) 

??? cJ^i £- < ® - ... ' £ " * 11 ' • 

(Jj-il jaJl ji^ki <_fl 4 -^1 ^jail) ejjl - 
; m _ _ AjjulLuiaJI J dlL^LaJI 4-^.La. Jj^jj) 

(t^LajuJl — wi\l — 


• Itching ► Severe 

• Chronic & recurring symptoms of: 

- Erythema, Excoriation of flexures 

Edema, super infection with staph 

- Confluent papules forming plaques in the 
anticubital regions 





Corticosteroids UMk jc. SjLc. Dermatitis -S' ❖ 

Antibiotic ^ ◄ — Infection ♦> 

Soothing Agent l£ j&h u4^' ❖ 


Keratolytic ◄ — J* j^' j s-^VI c> «. ^ j^ 5 ' ♦♦♦ 


Topical Steroids : 


$L20 BETADERM 

❖ Betaderm cream & ointment (2.5 LE)<^ 

(Betamethasone) „ T4D „ M g E 

Betnovate cream (5 LE) 


❖ 



Betnovate"' cream 

15 grams 


GlaxoSmithKline 


J j*la ila. Js> ia^JJ £ jIaa 

JjV' Antibiotic -M ^ 


??? Ul dXa AjI A^Ia 

B11 A ^jLuuC' 

^ Systemic Absorption 

S Cortisone Skin Atrophy u-^l c^) 

: Ji £ Lajj cortisone -Ji 

^ Face l5j-^ J**j 
s Folds (Axilla - Inguinal Region) 
systemic absorption 

^ Infant : J*** ... ^ 

- Systemic Absorption 

- Skin Atrophy 



(Non Flu.rina.ted Steroids) 



Topical Antibiotics: 




Scratching 


❖ Fusidic Acid — 

> Fusiderm (6 LE) 

> Fucidin (10 LE) 


2ry bacterial infection (staph - strept) 
Anti staph - Anti strept 



rucicun 


■ Fustic acid 20 mg 


??? ointment j!a\j .. cream I ♦♦♦ 

Acute — (j-aUaiaVi ^ cream • 


(vesicles — bullae) t ^*3** — V" *** 

chronic <-i J^aiiuu^. 


ointment -M 


i_LuiUI 1 ^laJ) £ laajj 

; 4j| ia^V 

ti l«j>» (cream — ointment — lotion — spray) ^ CM* 

... s^iji ±i.ij js cortisone & antibiotic 4 ^' ^ ❖ 

t* ^ combinations lA 

• Pefucin - H cream (TO LE) (fusidic acid + hydrocortisone) 

_ Fucicort 

• Fucicort (TT LE) 


• Fucizone (<b.5 LE) 


Fucicort 


i 


hydrocortisone j* face - folds - infants ^ combination -M ❖ 
systemic antihistaminic & ^ <OV inflammatory cycle -5' u 1 ^ ❖ 

soothing agent 



Antihistaminic: 




♦> 


♦> 


Fenistil (4.9 LE) 

- safe from the 1 st day of life 

- one drop/Kg before sleep 
Alerid (4.5 LE) 

Cetrak (6 LE) 

Claritine (1 1 .9 LE) 

Mosedin syrup (6.5 LE) 

tablet (8 LE) 




w Fenistil -# ❖ 


cp 3 *-^ 

(jfiiA AjjIj ♦*♦ 


Jjfl 



Hepatic or Renal j* <> JL-i Systemic Antihistaminic ^ <^3L» Ji 
Systemic 41 renal or hepatic disease ^ patient ❖ 


s Pelarex 
s Telfast 


tablets (S LE) 
tablets (ZZ LE) 


Delarex' 


• — 41 4 ^' Antihistaminic 

■ 





I TJltfi 


ast 120 




??? Topical Antihistaminic ja ♦> 
Contac Dermatitis Jj lA .... 

fflUVmi i ... fijS £#21 JaxIuU ♦> 
... £)AJl JjjlSJ ^ J *^1 J <jA Jt 

(jAJlj IfljaJj oJ (j^> dJ (j^> 4_uiaJ 4j ijflb »j£ ^jLu^ 



Soothing Agents: 

❖ Clamyl Lotion (3 LE) 

I j - 

>1A V' L ^ ^ ijajjj 1 AjI Ajjc- - 

❖ Pan - D Lotion (7.5 LE) 

❖ O - Z Lotion (5.9 LE) 

❖ Bringo Lotion (9.75 LE) 

❖ Bepanthen cream (6 LE) 

❖ Vano Cream (15 LE) 

❖ RASHA Ointment (4.5 LE) 



??? C realm (AAaiui — (j jjla) LotlOA 41 J^xLuil ^IJI 

(lIuL ui jjlij > * ... JjStl Lotion 41 LaJ - 

cream 4! 


Keratolgtic: 


Jjjo£ IgjS ^U! dsVl^il L_fl «$♦ 

soothing agent *t** Lb ... (4 ^ji ^ ^u) keratolytic lAA° ♦> 

Carbamide cream (3 LE) 




??? <_£-} JS (jLuJI Vji jA <—lL < 

tji\ Dermatitis -J' ^ < 0 ^ <j| s^&Lai) • 

(Topical steroid + Soothing Agent) 

l l. 

ttt of inflammation prevent itching 

... ji&Sn^ • 

(A j^aU Antihistaminic fAl*-* ^ jV 

??? ^ <juoij ^LaJ jClS (jda ^Jlm Cl l3j A_ilc« ^ 'Njj Aj| <Jl£j . . . til < 

( 2-ry infection <_£ °^) A j^j ... s A'j'-* 3 ck^ - 

Antihistaminic in pregnancy < 

Antibiotic <»jV ◄ ^ A « 

Infection A Soothing Agent ls^ < 

Ant/ fu uga f o r Anti ’ b i oti c -M *■ - :^V 

infection -U ^ioj <_U*j 


Amm l. J iaj (jLuoC. (jUxil l^jJl A^ig.^ ^jL^aJ Aj^juj < 

((JjuJCL ^A j dm3) dm S^La L-ilam ^ajV • 

— AjVj^jj^I — A3jl^}i3l — Cj^jj ^13 1 j| jA\ l. lid • 

^ciLuoJI — ^ 3^3! — 

L_fl jl A-iC-Lma L_sLiSl • 

L_L>l£J) j 3^3 ^q \1 ^jC- jA*_AJ • 

◄ Atopic Dermatitis A 1 ' A • 

Diet free from cow milk &c egg 


♦:♦ ♦:♦ ♦:♦ ♦:♦ ♦:♦ ♦:♦ 




Ill) Napkin Dermatitis ^ui 

( Contact Dermatitis + Fungal Infection ) 


-f 

Antibiotic 

skin flora -S' 
fungal -5' 


Kenacomb 

SjLlCr ajV 

— i — 

Antihistaminic 


Steroid 

u u steroid -5' 
infant& folds -Sia 

infection 


??? 4 j| (£ < "U 
*** * ** 


^Miconaz - H cream (5.5 LE) 
(Antifungal + Hydrocortisone) 


^Dactacort cream (8 LE) 





.... Recurrent <j) aK^ ♦♦♦ 

• • • g;' j) Recurrence -S' <^' - 
(M^ j^ii) aJA Zinc Olive (Lotion - Cream) -S' J^S' u ^ - 

SAjA^JI AjouIjLg ZinC Olive ^jAAjj (Jjj-J ^ L. qjum fVl l$ja jj*j Sja cK - 

(Soothing Agent) 

^Zinc Olive^-^ Lotion (5.5 LE) 

Cream (8.75 LE) 

^ T * * 

j^aju/ 



7 ] jyj5 



4 


... 4 jj Jaa.V ❖ 

(JjLmlS Ja^Ij (JjLj jIj^^VI • 

Contact Dermatitis ^ <jh> < 

(ui^Si! ^Ill jb (JMJ jjiaUII f JaJI) 


(u^li) Jj.' A '.'^ (jjLa f J^J! <jLo£ obu4 uLLuIt • 

Fungal Infection ®«a 

(Cadidiasis) 


cjiiluu uiisiu (Miconaz — H Cream ) o*^ ♦♦♦ 

(Axilla - Under breast - Between the thighs) 





jV) Stasis Dermatitis 

<^51 <£♦ 

(Stasis of blo od—*- Toxins — ► Irritation— ►Sever Itching) 

Fucicort -N .... jl ♦> 



Asteatotic Dermatitis 



l 


(j;\ Ijjudll L_fl (J ^* 9 ^ 


1 1 

r* * 

u 


ls J W* Soothing Agent -51 ^ Dermatitis -Ji 


❖ 

❖ 

❖ 



■^4“ 4 ^ oij^j AjVi ejj^ vesicles 




❖ Dermatitis in the ear lobule & side of the neck due to 

Fucicort -N cH' - 
ear-U <> ^ fluid Ji ti*) - 

( contact dermatitis infected 

jlaJl ui j Jjj 4jjj ^ ♦*♦ 

Pefucin — H cream cj- 5 ' - 
( face -M £ cortisone -M u ... H f jV) - 

LLxil jjS (> U-ia. ^ J>*i Ll 1 4 b>JJ ^ ♦♦♦ 

(tjlkaJl j^C- UJi«i ^J) 

(Per^erm - P ermatop - Elecon) 


otorreah: 



Papular Urtecaria 

l^a Jjj <-_a Papules 

(Jjj L ille* 

aAll L_fl (j£^a ^ # u ^ L_fl J^tl <Ljuj 

^C*U cjl^ ... <Luj ^gLa]| AjjujLud^ 

^^ilLa Hill L_fl (J ?^) ) 4j9 ^jIjI^Lcj ^jjjjij^a]| jl ^)Ij£JI L_fl C*l\x-o*s 

(Jilall Ax-lll L-ipUd! — ^}lj]| — ^ — jjjjudll Lj 9 A-j3 Ullc* ^iij 

^jj^qjulIJ \ g iS^ CllL^L^Jl 

jsi ^ ±jh papules -5' 

^AliV j' ■* — — ^a-jLa — ^-9^ — (jJJ — L>^ — <^1 ajuiJ 

: 2^*11 

4^ cHjtej ... ^ *4^1^ (jc- 4^ Papules 

Antihistaminic Steroids 


❖ 

❖ 

❖ 


❖ 


❖ 


❖ 


J! 


+ 


Soothing Agent 


L 




Jj-D 


U^J^' f 


Papules & Itching -S' ^jj4 ^ • 





Urtecaria 

(wheals) 


(Elevated - Edematous - Erythematous - Evinced) 



— bjAA A — — 4 jA\£,\ 



($ Jli 


m \&hJ ajI 

(^jAjJ — ^ *'j» * o^) “'•»■ • 

(tiLajuJl iSji) ^ '.•* A 4j.nl .h-n. • 

^ stress -Ji u jj£i) ig-njuo i_a jj*-« jiL# cjVLsJI <> %® * • 


❖ 



Dexam et ha so n e 

Sodium Phosphate 

3 ampoules of 2 ml 

Each ampoule contains . nhft , ohate j 
Dexamethasone ( as sod.um phosphate ) 



Angioedema« — Face -U ji Vj V* ♦> 

— laryngeal edema j vu larynx -il cU>is 

??? l^ifrLuj 4jI d-aC.1 C_l]a «£♦ 

o±*-t £* jjisvi (Amp. Dexa +Amp. Avil) ^ >* - 

slowly IV 

Systemic Antihistaminic & Soothing Agent 
(Avil & Dexa) -M ^ ^ - 

.... face (jla dul£ jl 

<1 jj lj& ^a j LgjV 

u JJ laryngeal edema & suffocation 


Dexa in children: 1 Cm/1 0 Kg (J£ <^j^) 



Sweat / Nile Rash 

Sweat G. «$» 

<3^1*11 ajca^Io ojas^ ojjx^ papules 

bacM L-aj*-®** t3j& 

??? ^! jj ^ 

Antihistaminic + Soothing Agent ◄— • 

(Keratolytic + Soothing Agent) Carbamide <^] • 

Glands -M 

Top - Zad Soap • 

(Antiseptic Soap J) 

^jLudO (JjiajoiI] # 

aWU JUAjoiII lA \ 1 ^ • 



♦> 




Impetigo 


pus crusts^ — caAJj ji ♦> 

m csiji ^ ♦> 


Topical + Systemic Antibiotic 


❖ 


❖ 


❖ 


❖ 


Skin - Body Openings - Upper Respiratory Tract ► G+ve 

Cavities ► G-ve 

Penicillin + Salbactam ► Anti Staph 

Amoxiciilin + Clavulinic ►Ant/ Staph 

Generation Cephalosporin.... JJai! 

: p urecef-M 

- Can be given orally 

- Every 3-2. h 

j&\ pjih £b*Jl (fj 4jj , 

- Strong Anti Staph 

- SO mg/ Kg/ day 





Antiseptic: 




MW 


vesicles -N j ^ Sjk Gentian Violet Paints 

^ Jq \~%\ \ ^ L^ji^ Igjj] 1 ^ i 

K Permanganate 1/8000 -M j* ^ Antiseptic 

Llo jj £ -V ... <c.Luj ciitaLa^ . .. C-La c_j ^Ic. a 


Counter Irritation — ►Decrease Pain 

VD — ►More Blood Supply — ► Increase Immunity 





Pityriasis Alba 


Lkull <Ulikill 




I 

Scales 

(JjIa !>U-9 jjjo£ Lg-ii^ Lllix^aJj * 

1*1^ AjuLuj S^)jjt x^alt <jLi*Jl <jjjj ^ ^ ^ } ^Li ♦*♦ 


^Vitamin Deficiency 
^Parasitic Infection 
S Allergy 

s Sometimes due to sun exposure 


??? AjI Ig.iua L_lia 



❖ 



m? c^ij] ^Luj ♦> 

lgi£ CliSli ^ HI L-jUjujVI 

^Halorange syrup (9 LE) d* Aik^ 

Hi Potency Cap. (15 LE) 

A-Viton Cap. (2 LE) 

^ClAj-Ual*nq\t (jLudC*^ 

^Perderm + Carbamide 
s Ask for stool analysis & treat parasitic infection 



■rvt< i • 

A-VITON 


vM A ( aa palnmata » USH 

50000 I. u. / Cap 

KAMIAA PH ARM A CHEH IMO CO 







Herps Simplex 


Impetigo 


... u^a. jl ^ jjja j viral infection ^ 
2ry bacterial infection ^ 

???? Impetigo -S' u*?j ^ cjj*' cs' j] 

... c_j j±aJi Jkij History -S' 

Herpes 


❖ 

❖ 

❖ 




ciiAjhs j 4 jU^ ■ 

pus & crusts W* - 

LS* J ~ 



JJ J ^ Jfr ^ - 

igja s vesicles ^ - 

clear fluid 

muco-cutaneous -S' £ - 

junction 



❖ 


??? 

... j$ki vesicles -SL® lSjS • 

Acyclovir 5% Cream (4 LE) 

(ls^J^ t-a l£) f J^S' <-i 0 oAAj - 

?? j^ki vesicles -S' u ^ j] j*jU u 1 ^' j* j - 
jia jxj^ v j jJi jjj vesicles -S' ^ j$k> o4j*ii - 

,C*vC ^ J^kj La Jj3 

... vesicles -Su ^ • 




'V 



% - Lidocaine gel (3 LE) (Topical Anesthetic) 

- Systemic & Topical Antibiotic 

( 2ry bacterial infection d^) 



Chicken Pox 


Mi 4 jjft) 


(Vesicles on Erythematous Base) 
bullae vesicles ^ .. polymorphic 

pustules 

LjijLbu ... face, neck, trunk (Central Distribution) -S' ^ tag 

(ciijLVi papular urtecaria -S' u^) 

(lgj£ A jl j. C5*^H LA-®-® -^'j (jldc.) (_jjiijll (jc. ^ a 

((juajjl! (jjjia (jc. Ajs <_$j.i*ll Jiijj (j- 3 >®) 

dlls 4 £-LLo1I j\ jJxjj Jj£l (A-iILc. jj£jj Ax.'l 1 a 1 : ) j'uSil L_S L-Uu^a 

^1 La^JC. Cy° ^ ^1 ... Aiutda A_iui j^jjS ^j^C. 

(Self Limited Viral Infection) 

— (Jxl^ J Ajj Cl.WiI jl ^ Alldall 


Abortion^- 

permanent scar vesicles -S' ^ l£> jS 


Topical Antibiotic y^j 


??? jl ^cILuj c_ila 

2ry bacterial infection -S' t> ^k< 


❖ 


❖ 


❖ 


❖ 

❖ 


❖ 

❖ 


❖ 


◄ ( scar & infection -S' u 1 ^) u 

Antihistaminic + Soothing Agent <^J 

uyj jjuaflll (JjjaU (jiljLdiLd ... jl jdii t_)jAaJI La djLlAJllI (J-axldi • 

permanent scar vij liHL) i*ja j> j$jU» 

A_iaj ^ g ‘ 11 J .... Aiud. Aijl jl (j^jjL^ (jiLa^JjuojLa • 

j' ji LV'-v ^ j i A-ui^-IaI! j' Ajlda^Jl jLo • 



Herps Zoster^ 


❖ Vesicles on erythematous base 

❖ Severe pain 

❖ Varicella zoster virus become latent in the nerve 
cell bodies of dorsal root, cranial nerve or 
autonomic ganglion. 

❖ Years or decades after a chickenpox infection, 
the virus may break out of nerve cell bodies and travel down nerve 
axons to cause viral infection of the skin in the region of the nerve. 







... O* 

^ 4_ilal (jLuic. jUxJl 

???? jA 4 j) cOa 


Topical & systemic antibiotic 
Topical Antiseptic 
Analgesic 
Systemic Antiviral: 

Acyclovir 800 (100 LE) 


J^Acyclovii 

V 800 mg 


Ac ydovir STADA* 


i y^A\ 


oi 


I V Llo jJ - 

C5^ jjc. Ls kii jjc. qa V t^c. jJ - 

post herpetic neuralgia lU^Ia Vjj ^ jv - 



Anti neuralgic: 

Gaptin 300 (20 LE) 


, 20 Capsules 

i 

l 

I Gaptin 

4 Gabapontin 



? 


« 

0 


20 Capsules 


Gaptin 6 

Gabapentln 


WC^tute, 


300 m9 (all Gaptin 



03 Saa U^jj o-aja 

post herpetic neuralgia jUk. 










Pityriasis Rosea 




Oval shaped Heraldcg atches ) — 

(skin - scales - erythema) cp >Jp 

•Skin 
-Scales 
Erythema 



❖ 


— AjAIc* CAUA-J Sa\jj AjjujLud^. LJlc* 

( iMI - OjA-11 

recurrent C5*A? j 


❖ 


(self limited disease) - o^j 


■Ax_l . a'l Vi* 



m aj) 

^ Topical Steroid ◄— * AljJ AjjudLai^ Sjlic. ^A • 

S-$4 <J^L>4I • 


Antihistaminic + Soothing Agent 
Dove .... Antiseptic Soap -S' 

- ^djLlilaa]! (JjJaSJ ___ 4 n^ll (Jj^L ^ • 

(JjJaiiA ^A Cl>UA-J] ^ <J ^laj Ai^Jl^ 

( JjL jj$: Sj 




❖ 



^Ukii Liul! 


keratin -S ' t organism ❖ 

vesicles, 4^ i_u' y>A\ <j£ <£• j^iy o-ai^> ^ 

^kii ^kui c^ij ji L_ai jLVi <-i papules 


??? pityriasis rosea -5' u*?j c3j^' *j]j ❖ 


Tinea Circinata 

with central ' j** - 

area of healing 
vesicles cp s J-^ - 

c> elevated 
scales l£ 4#^ - 
common ^ - 


Pityriasis Rosea 

Sj-ji j^a OVcll 4-*^ - 

(JjLg (JjdJ - 

c> elevated 
scales 4^- 
not common ^ - 



11) Tinea Cruris 




♦» «* 



111) T. 


i^&Uj border -4 cjUiuuii <jc. 43 j 4 
ji L_fl Ai^ll <■ . U (jc. ajbc. 

aj^^> ^ L-fli^lai jj ^c. adult 

periphery -S' u) ^louii 44 j jft 

elevated 44 4^4 
4 lesion Vi j£>« iJ lJI jLVi <-« ill) 

(c*Ms 

penis, labia majora or around -S' v 

the anus 


❖ 

❖ 


SAjAjoi i iu*n 


mea 


Pedis 


<-4- jS' 44 4 j 4 ^' <* 4-4 jJJ 

Contact Dermatitis 4 ' ?s&\ < 4 ' 

Tinea Circinata J 

(associated with Tinea Pedis 4 ^^ 44 j) 

(jJJ LJlc* 4^-jLx^aVI (J-JJ ^)joiL<& L_lia^) S^Uc* 

^a^ll (Jjj jS jl 4 jlliH jl A-JCrlSill C^LuaJjaJl 


f 


< 

4 


4 

4 



mea 


Barbae 



^^]]| \j^ 

7 1 #pi> 

in close contact with animals 4 1 ' c 4 S' ^ (>=44 

(_£ j ilAj'jjaJ' £A u^ij jlc- e.£ j^V' <») 
juj (JilijLc l^pU 

history -4 44 Jb 4 j Impetigo -S' ^ 444 <4 ^ 4 ' 

:t> s jbe Tinea Barbae - 5 ' 

jajJ! Aiiaia ^ j • 

^)*bail bal . ■<"' 1 ^ l • 

4^q1>q ^-AC- s ‘‘l V ‘‘l juj ( ^ 1 U >n ^ # 


❖ 

❖ 

❖ 


♦:♦ ♦:♦ ♦:♦ ♦:♦ ♦:♦ ♦:♦ ♦:♦ ♦:♦ 




Systemic Antifungal 
Topical Antifungal 
Antifungal Soap 


I ) Systemic Antifungal: 

s Griseofulvin, e.g.: 


Fulvin 125 mg tab. (3.5 LE) 

A. . ' l U (_>uJ .Ixj o^jfi 

j)\ - 

(AJLojjj — — ^1^)3 — (iLuul) ^ajuoj t.}C. O^jfi - 

i_Jj£ olx-a LuoxJt Jxj (j^a jfi - 




: JULvi ^ • 

) * J£1 <_>aja ! 

;4jf laaV ■ 

... .... ^ “v * JA ^jaJI (J adults (J* OJj c^' 

> * J*S oaj gjSafrU fulvin -St 

??? > * * 4jjj £bxSl 

( ^ * (jLa) JaA3 jii *\ 4jjJlA ^Uibj \ * * jfc <^1 £)Jj Jfr J^buA 

Jt <J ^jLu» Systemic Antifungal -St ■ 

(pregnancy -lactation- hepatic ) 


Lamisil 125 mg (27 LE) ^tx. 0*1 • 

Lamisil 250 mg (47 LE) 

1 25 mg o® j3 14 -* “t ^ Jat - ;<& jaJt • 

l*jj 1 25 mg o® -* — ^ - i j^- 

250 mg <_>aj3 ◄ — ^ ^ ^ c> j^' - 







Ill ) Antifungal Soap : 


II) Topical Antifungal: 

s Closol spray (6.50 LE) 
^Batrafen cream (5 LE) 
^Dermatin cream (1 .5 LE) 


(,2-ulJl) 


Ji ji Spray -it 
hair u* infection 


s Fungicare Soap 
s Ramo soap 


.... 

AjCrli jl Ja jill 

L-jI£ ^jIujouLLc 

^cJIxjj Clmll L_fl Cj\j! CjUI g;! <jc, Jbuj 


V) Tinea Capitis 

(Black Pot - drey Patch ) 



Alopecia -S' u*?j 

scales, black dots (remnants of falling hair) 

<_£ \ JJC. <_> (J-aSU. C5 Ljj Alopecia -S' lAS 

??? ^ 

sa* L^c.Ljaij (jjii tinea 
systemic antifungal -SS t ... 

topical antifungal -SS a 


❖ 


❖ 


VI) Kerion 

( Tinea Capitis + Bacterial Infection ) 



Abscess -S' ojjj tijaS <»jV ♦> 

V abscess -S' o^s .. ^ i kerion -S' ^ ❖ 

j*^jU ^iaj( ji kerion j' ♦> 
permanent cicatricial alopecia 
'^Sc. j jjj ^ tinea -S' *♦* 

systemic & topical antibiotic 
l^'jS' tinea ls j ^^S' ♦♦♦ 


♦> 



Onchomycosis 



Cj £ j AkLiJj Aj*li^ J (JjJaSJ 

(J-LudiJl $.IjjI ^Lol] ^LjaVI (jia^u 

^£JA}I jijoiij ^ajV lIj L lltlui ^jLaiO 
(JJC'I cJjudCr AdC* ^lidl jjouIj J^Qij 
L-L^alll Adi j\ x/iC. jlilLi-JJ L_fl |A^> AjuLuj 

"???? Aj] 

Trosyd nail solution 28% (8 LE) 

Batrafen nail solution (5 LE) 

Systemic Antifungal 

s Itrapex 100 cap. (60 LE) (Itraconazole) 

SAa] AjV j ^ ^ f' i (jjAxjj V A^.1^) ^ p ^JjujI SAaI Liajj AjV ^ 

A^Aj A n^. \ V A^lj ^ jJjuj 

feU £ 


❖ 

❖ 


❖ 

❖ 


PHARMACIST ONLY 
MEDICINE 

KEEP OUT OF REACH OF CHILDREN 

Batrafen" 
Nail Lacquer 


ciclopirox 80 mgjg 



3 g Solution 


Antimycotic to treat 
fungal infections 
of the nails 


jai^Uali oJtja. J^aai apUL penetration dt oV u* cream di <> Jdaai solution dt 

s Treflucan 150 cap. (8 LE) 

Ail! ^jsLk,' ^jLuii *v oAo Lie. jJjjj! eAa.!j e j-a <1 
<aal! jilLl ^ £ jiuo! ^ \ 



©- 




ulfglnijl 



❖ 


paronychia -S'j onchomycosis -5' cb^ 

jaL^l! Jja a^i\ l_s jiiL paronychia -5' 

acterial infection ^ fungal infection i> 
paronychia V! j onchomycosis ^ Ja -£ii« j disu ji 

systemic antibiotic + topical antifungal yb 


❖ 

❖ 

❖ 





Pityriasis Versicolor 


AjjU m 

v * + 




L t \ Ui ^ ^)Jj£ L Q W^|\1 L_fl 

j “common” ^ c > j^ 5 ' ^ ji c> 


♦!♦ 


♦> 


♦:♦ 



FLUCORAL 

150 mq 



^i\ L S^J 

_J| (JjJaSJ lw tinea -J' l>^ • 
Flucoral cap. (14 LE) 

(jjlil jj^n^s Ig-lS AjLlSI - 
CLujudll^ SA jig-ill <1 jju^ A^.La - 
(Jj*]! L_S Vj SA^I^aII ^U^JjuojLc - 

Cy* l jjdSj c o a,j \*\W a^Ij - 

^-JjLujI £ SAaI ( -r Axj Cllljud]| ^-IxJ ^ &A*J 

Nizapex -S' cs j jf»ui ^ m&I lA4j ^ J s tinea -S' jS • 

AJtjlLa ^aljl c e-lal (jjjUi.} 1 * — c liljjjj jjjj eJ j 

4_a jJlA j' 4_la^3 ^aaLiuij ^j'ivW -a • 
jI j-oJjojIj . nV I ^ 

(jJafl ^l w~' l o' • 


❖ 


Pityriasis Alba 

Central 
Few 
Large 
III defined 
More in children 


??? Pityriasis Alba -5' u*?j te? c3j^' 

Pityriasis Versicolor 

Periphery 

Multiple 

Small 

Well defined 
More in adult 


❖ 






Dan druf 



Nizoral Shampoo (17 LE) 


Nizoral 

Anll*Oifldr\jff Shampoo 

V 


Freedom from 
fluking, idling 
Mod itching 


Nizapex Shampo (23 LE) 



Lc* jJjujI dll^a ^ c3^ ^ % SAaI ciljJJj jj 


Flucoral cap. —SI ^J_)l (_£jl O^JUd^Sl jS 


Polytar 


Seborrheic Dermatitis 



❖ 


❖ 


nasolabial fold -ii ls j ^ s 

Greasy lesion with increased sebaceous 
glands activity 

Red, scaly lesion with predilection to the 
body folds 

Inflammation + Crusts <> 

\ 

Topical Steroid + Keratolytic 
e.g.: Diprosalic Lotion (9 LE) 


❖ 


❖ 

❖ 


I Diprosalic' 

Lefon 

Seh&ing-Pk&gfi 




❖ 


Immunity -it u) <3 j' * jl 

HIV Infection / AIDS -S' ^ csj ... 


sever c&... jlAA ^j^)l 




saeborric dermatitis affecting the scalp -it <> 
Polytar Shampoo (1 1 LE) 


Cradle Cap 



infant -S' ^ J 

Topical Antifungal + Topical Steroid 

LS ^ 1 ' $ Vi j (j Cl A a LS^~^ ^V' 

^xjuoII oLajI a 


❖ 

❖ 

❖ 






Scabies 



Adult fortes 
^CpOSil CflflSi 
as thCjr burrow 





EgrjS hatch 
releasing larvae. 



Lrivflfi moll 
into nymphs 

Larvae and 

nymphs are ^ 

Pound in 
shod, burrows 
called molting 
pouches. 



Mating occurs after 
the made penetrates 
the motting pouch 
of the eduN female. 








Transmission occurs pnmanly during person-lo-person. shn-lo-skin contact. 
Occasionally transmission may occur via forr les. 



= Diagnostic Stage 


❖ 


(Insomnia) ? u 1 ^' JA? ^ja aa 

sebum of hair is anti scabitic -5' uV delicate non hairy areas -M ^ 

(Acne = No Scabies) 

wrist, border of hand &fingers, finger -S' ^ j scratch mark 

web, elbow & axilla, around the umbilicus, around the nipple 

♦> Not in chest or shoulder 

l g K a \\x \\ LojI ^ \\ (JjjUljjLq LJLc- 

Incubation Period 

JjtSJj LaA ^ja ^_jjjjjul»ajLa (jLxJI ^Ifr <. a.*^*M dljlj (jLaiC. ] 

(cIlUxjI Ui (J jSj j cl— ij] 



❖ 


❖ 


❖ 

❖ 


j\ ^jujj ♦♦♦ 


• Antihistaminic 


Topical Anti scabitic: Ectomethrin Lotion/Cream 

^L1 c O^A 

tunnels ^ u^c- <Lia. aia j ajsL Jjiib uL*ii 

a^A lg_iJ ^a^Jjuol ^lll (jUic. ^ jJ J£j AjtJaS ^*Ja3 © ^ ^ 1 ° a J J Aij] <■ . 

Igjj ^jlLa^LuuLa 
A_£ \ll j IjlC-La -"US *■ a m 

^jij (jll g t ajlj La ^ .a Vi ta l La] Ig-uul 

<_>al£ c^*^j f <-£ j ^ lAj^i 

^aL! V J>jj ^jaLAjoUJ ^ijjlA (jLa CjLVVI 

(organism cannot live away from host more than 3 days) 

lLiLI " (jc. ' 3j i^yaisLii ^a'j. Vi V 




• Systemic Anti scabitic: Iversine tab. 

^Ll } * Jxj AjjJali eJx-a A£.^)^ p'V V * (_J£J V 

^Rarely used, not very safe 

Sulfer 5% in vaselinized base + — Scabies u^c-j J*u s±Vj ji 



ediculosis 


J&" 1 ' 

??? Aj! AjsJ^£. oJj ♦> 

(c3^' — c3j^' — <3^-') 


Cutting hair 
Boiling clothes 
Treat sexual partner 
Topical Antihistaminic 
Topical Anti pediculosis, e.g.: 

S Ectomethrine lotion (8.25 LE) 
S Licid Lotion (5 LE) 
s Prioderm Lotion (6 


prioderm 

IOTION 

malathion 





^Ljudll S*l^.lj ijA A Ax \\ i - 

L-J jLol jU JaJ JJ ^aJ - 

A-aLlSIj J (JjJjJa ^ J^Jl j s-Lallj ^uudll (JjoJu ^Lix^all - 

R\ Item Shampoo-^' cs j • 

jiAjI ^aAiiudJ lg j\ • 

JaLiabaVI^ ^l^kluol ^a^C^ ^-9^ ^I^CJ XL^±U^\ # 

<K jS 7 Body Lice -S' ❖ 

f J^' L-fl (jjiu 

e W' £ lice -S' excreta ^ 




Alopecia 


^Topical steroid, e.g.: Elecon cream 

Panthovit Shampoo gO d* 
^Vitamins. E.g.: Halorange Syp 
^Topical Minoxidil : 

- Minoxidil Lotion (40 LE) 

- Hairgain spray (30 LE) 



Min 


iraiSoluri^eo* 


TnOlC * 


dd'rf ... £ Jfd c 
f f Jj .... £_ Jf“n 
JaiB ^-3 ____ 

Aa ^-3 S^}a .... 


^Intra lesional steroid 


^)^£jud l-£ AxJ V) ^ ^-il& (JjIa &^)Jjlj 4 ^ |jd ^)Xjud]| ♦*♦ 

^!)l*Al ^ ^aILujI 

L VteH ^)Xjud]| Ajo) ^^Iaa ♦*♦ 

❖ Minoxidil ► Hair Dependent 

^jLJl ^XJuAl ^ ^JjIA^JjIa 
^JIj ^)xjud]| Vjj SLi^Al (_£Aa ^A^xJjaj (JjJaSJ (jUaAl 

. ^ Non hairy ^ J ... Minoxidil -I' ❖ 

aL*a jjouj jA j ^jI <1L <^Lkj (jLjxl! ^ $d£ ^jLjuoC' 




Drug Eruption 

❖ Topical steroid + Antihistaminic . 

❖ Systemic Steroid, if severe : 

Prednisolone 5mg tab 



^ 6.1a] Lia Lia^jj \ o.1a] LiajJ Ijfli 3 


(Gradual Withdrawal) 

i$ja <_j jj£a ... a]i§jjjj c A' Patient -to 

Patient has drug eruption plz don't give : 

Z- All Antibiotic except erythromycin 
Z- All Sulfa containing drugs 

3- All NSAIP except Paracetamol 

4- Anticonvulsants &c Anti Psychotics 



Callosity 

❖ Heel Fort ointment 

❖ Foot Smart ointment 

❖ Salicylic Acid 1 0% + Urea 20% in Vaseline 


A£.1_ui Aja <_i <Jj]]Ij 

^fj^al] AS j3j i l_s]jj- 


Ajja]( £3jJ (jUic. 

Ji jjjl c j1aa .. ^ ji severe J 

Carbamide Cream 









sebaceous gland -N j' j*yi cp s 

I^AjoiI 4^1^ IjlC-U 4_lj3 0^)*jua]l 4 ^>»C - (jV ^xjJu 4 qJVi^a l_s ^jjIi^ijLc 

( ej j ijxA w obstruction ^) Obstructive Acne 

Jajl^)^ ^jjd±Jl L-JC-V A — > <■ £ 

(C^ ^11 (J ^la <jLo£Jlj -laC*ljJa^ (jl 

f CllS (J ^la dj J ^ <-iAxia]| 



❖ 


❖ 



♦> 






> Treatment of papular acne 
^Topical Tretinon, e.g.: 

• Acne free cream (5 LE) 

• Retin A (19.5 LE) 


L-DjuoJj p jjJal] L) photosensitivity - 


Perderm -Si ot** ... 4-^' J 


4-LaaJiml ^jjL a Ijj - 


AiuJtJj (_)aj 4 £.l_ui 4 jA^J 


❖ 


less effective l>^ less Irritant ^Topical AdapaleneJ**^ - 


S Acne Soap, e.g.: 

• Tri Tec Acne soap 

• Synobar Soap 

I^LulAJ ' -yl U LlojJ Lg_lJ (JjuULJ - 




o^Lal (J-a*. 


1XJ0J - 


I OAUCIKT’ 


> Treatment of pustular acne: 

S Topical Antibiotic 

• Erythromycin + Zinc, e.g.: 

- Zincomycin Lotion (6.5 LE) 

- Acnebiotic Lotion (7 LE) 
Clindamycin, e.g.: 

- Dalcin-T Solution (24 LE) 

- Clinda Solution (6 LE) 


1 DalaciN t 




Vibr; 




arr »yci= 



S Systemic Antibiotic (Tetracycline) 

( f U ^ * aJU At^Lui ^ Y Aly^Z) 

• DoxymycinlOO cap. (4 LE) 

• Vibramycinl 00 cap. (1 8 LE) 




Doxymycin 


TOO i-nfi capsulei 





S Acne Soap 



SjjjS aJaiLA .... Systemic Tretinon t-M ♦> 

❖ For females with sever acne ► Anti Androgen - Estrogen 


Post Acne 


I) Depressions: 

Laser or derma roller 

II) Hyper pigmentation: 

Whitening Agent, e.g.: 

s Lucocide R cream (4.5 LE) 
s Quinol cream (8 LE) 

s Tritospot cream (6 LE) 

s Pearla (34.5 LE) 
s Ultrafair cream (2.5 LE) 



\ JCk 



CRE ftW 





Scar; 


After burn or wound 


❖ 

❖ 

❖ 


Contractubex gel (1 1 
Scartex gel (8.5 LE) 
Scaro cream (34 LE) 




rfT - 




♦> 


Pseudofolliculitis 

(jaill ^atJ ^JaJJ ♦*♦ 

??? tj-^j *+* 

s Topical steroid + Antibiotic 

V SJLq jJ V' 

(JLuUjujI 

a^.1 j dL^jl l_s v' 

C-UjI Ajudll 

>A*J L_lia^)>& 

Stria in Pregnancy 



Dermapure SM (30 LE) 



,.- x **lO 

n ** 


*o«r*.vA: 

**» 







6*11 Jj* 



; ; ; AjUjujI 


jl 


^joJ! Y 

.±La]l Join Y 


^La! Y 

< a» i >» Y 
??? 4+^ 
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• Shade out eye contour 

• Floxia eye contour 

• Isoleft eye contour 

• Unitone eye contour 


ISIS 

PHARMA 



UNITONE 4 

reveal 

SPF 20 



PIGMENTATION SPOTS 

PROTECTIVE revealing cream 


SfiU-oJI jjJI 
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IRIAGE 


ISOLIFT 


CONTOUR DES YEUX 
MULTI-ACTIF 


Anti-rides 

Anti-poches 

Anti-cernes 


Multi-Active 
Eye Contour Care 
Anti-wrinkle, puffiness, bags 


AU RETINOL 


HYPOALLERGENIQUE 


15ml e 0.5fl.oz. 



ISOLIFT 


CONTOUR DES YEUX 
MULTI-ACTIF 

Multi-Active 
Eye Contour Cere 
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Verruca 
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Collomack paint (6.5 LE) 
Salicylic Acid 100% powder 
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Topical steroid 
Ultra Meladinine paint 
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Hostacortine tab. 

(If generalised & active) 

UajJ djl^ \V 


cortin 


Hosta 
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gynecology and obst topics 
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gynecology and obst topics 
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Gyn: 

Gyn history and local examination 

gynecological infections 

menstraual cycle -menstraul irregulaities 
abnormal uterine bleeding 
contaception 
common drugs 

menopause diag managment and common problems 
obst : 

normal delivery 

~^j-v UbjjJaaJj C.S lg-3 liljLuIi j 1 £ ^olxlljj UbjjJaaJ (_JsV I ^Ic. (JjJaflJj 

1 g aLuj Jajjoi 

complications during pregnancy and delivery 
drugs in pregnancy and lactation 
bleeding during pregnancy (DD and managment 

pre eclampsia and eclampsia 
neonatal resucitation 

jliLa' (. LllaV aj)jj-£xLa]l 4jual^j isjVjil j Luilll jliLuil (JjjL-a 
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Common Obs & Gyn Problems 


1- Emergency in Obs 
2- pharmacological view lU^ s^ijl 
3- Gyna 


CjISj Ajjjio 


Jl O^lc. 


gyna 

^jllg-La 


emergency 


Jl (>» Ulb Jbj f jV ou 

contraception 

4“ Allmolj Ajlj^juo Cjl^Luaituol 


1-Emergency in OBs 

A- OBS Hage: 

the most common cause of maternal mortality 

L-UjuJI j 


late of transfer !! 
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early:abortion -ectopic -V.M 


lateAPH (PP - AH) 


PP 



** Abortion: 


Ulc. (J jUj V jl U) diui dlljl ^ 

JjVI ^ g 1a*J Jji * 

pregnancy test or sure documented us report 

V Vj <_taSj 1 g Ia^. ^ijj 

<J! lI^- 3 ^ £fli) 

threatened abrtion 
l^j rest 



probe on pelvic region above S.P 
<ja ji pulsation 

J' 

threatened abortion 


** Ectopic 



L_1 

bleeding 

pain 

jtf 

any acute abdomen in CBP is considered Ectopic till proved otherwise( Even without missed period) 


L_uSlj (Jjlaic. 

Ectopic?! (Query( 


(Jl (JS (jS-a-o a^ jV aISjoia ^jLiuiSil clul c**m jaj aJL^ Liu ^ 

Obs career 

alji 

** APH (PP- AH) 

^j^juo A-V-V ^JUI! aA^Jj 

PP 

IaI*-® ^ajjj dilc-Luo 

acute abdomen 


A^La> ^a! \ 


No PV (PPT Hage) 
NO Vaginal Packing 


(ilAic. jl US uAi^ta. Ls \c. 


Dead or living? 
-Placenta 

Vj Jja 


(JjjltaJl a^S a^S c^ljV tj3Jj-a ^L^al c^llx-a A9^)li (jAa j 


Rapid transfer to hospital 


??LiA Aflj AjI dul 

Resuscutation 


^ ^jLuic. JU Jf^lo AjIaJ ^jjaj JIa jjU ^g Is a^S aJL^. t^liLuo a^ 



Ali (JjV 


J 

anti shock IV fluids 


JrnL j aAktjj ^ q jjja. lilij t^Aic. jl 

aAc-li; 


any bleeding during pregnancy: 

1-Resuscitation 
2-Rapid transfer to hospital 


GP 

l^ILq L-lj)Un<Q 

active management 

ji ^ yi pph 
** 

PPH 

J-4 jj 
Atonic - Traumatic 

I jl J jU ^aII (jLaSj ^a^ll (jji |j j>l J 


Atonic: 
lax uterus 

c> ^j^'j placenta 

Jjjj La (Jj§ J jVI ^ jl 

aA^jl j jU ^ (jtnq<a 
jlc. c" nLr\ 


uterus 

gush of blood clots 
- Dark Retained 





conservative 




PGS 


Eccbolics(methergide) 

Uterine massage 
IU Packing 
vein embolization 

•>» 


** Traumatic 

Bright red 
continuosly dribbling 


^ n>i^> 


ji 

tear 
lU^' repair 


jjjjjc. AaU (jS-ax liloljia jl 


ji rupture Uterus 


hospitalization 


^ C5^ L . ^Jla. (Jx«aa. (JIj^juo (jLuo 


J' Jis traumatic 



JI t >1 I 


Timing 


Ji ^ au uUii e^i Jt >ui jL±i\ ^ ju&yi atonic 


(Jflail j^klj Slfl jll c - iiajj ^>aI <jl Ula US U^.lj ds5j 


J' traumatic 


Trial & error Or Wait &see 


(Jjlaic. 


Open &see 

** 

Normal Labour 
once labour starts , you cant stop it 

Jl (jC- dijujll JluoJ 

parity , previous deliveries 

?n Vj ^ ji 

aJlSj ?? ^aA jUS.1 AjIj 


ji jjij f jV labour pain 
false or true 

^ analgesic 

c'^ J* 

false 

J true 

dip! La£-o JaSjA IAj 



d' L$_ij c3J^ 

CX dilatation 


A^lj £jL^a Ajjkl 


'j^ timing 


onset of labour 


retrograde 

jJJ Clbaill (J j£j ^_ixj 


1 ^ It Q ^ 


ji cjjai ZjjJ, ji fingers 

tjiU 

^IVI Ca djl dijlS AjIaj <Jj£j 

L_a^juojj ^ Vi *, >n La] Aj^joij Ia^xj VI V Vj .aIjIj ^lia^]^ ^]l LgJL^ ^] ^jSJ 


??|e^Vj C-UtDa ^ 9 ] l—Ja 


assess 

?? LgJ^^.1 Vj <_£Aic. 1-A-iijl ^ijj ^ 


* 


assess 
Cephalic or not?? 


g;' malpresentation 
Jjlak Specialized doctor 


CX W^l jI £uli 


Station?? 





^g, <» j dulj 


pelvic capacity 


^CLn\ GP 

<jUJl VI 


^ jja cjjJj vaginal 

(Jjl ft.la.lj lljJ ( ^c.jl) 
(JaaJl jl Cjlic-l jJsua (jjdL^aa^aj 

jcephalic 


j ojia. Liillj 

ju mental disorder 
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hospital delivery is better than home delivery 


IgjL-ojuo! 4 is^J L " L^tj (jl IaUx-o 

home 

delivery 


?? 4_j| 


support perineum by fist of your hand 


<JI lie. <jLu l^iS La Jjl 


vulva 


(Jlc- (Jjjalc. td-ljl -Iaaj ^ JJj 


perineum 


<Jax!L c 


Jlj 


Clbuoll 


counter traction 



c3j^ 


^ clitorus 


Jaxj 

episiotomy 

l£ tear j 

jl 

A 1-*1 ^ sc^ C_^VjujJJJ C-_2^JJJ 

** Medical disorders: 

?? AjI cila^A 

??AjI t, a j ,*,v< 

edema 

BP 

Urine analysis 

^Jlc. JaxjJall ^1 ^/llLci 

aljt-aj 

proteinuria 

PET 

hospitalization 

J^Uc. 


^ J> medical disorder 

Jl <lLaJl L_a^)x-o <ajj ^ jV 

plan of manaement 

J'D.M 


j^ji t jv oral hypo 



1 n l ) t 

ujjII LLL l*_Lo ^Iaa 


-s jj La (JjS aljJJ (J^ VLioIaj 

aaV^ii (JJxa ^Lla l^Jj 


JuJ\ lajjJaJ 


(jLaS liLLud^. ( ^ 5 1aC.|j 
(j^AA 4-ixLi ^_gi (j\ 

congenital anomaly 


4 -*$^ aLj p jv 

Hx pf RHD 


Aktj £^.JJ jV JaVia JjI 

long acting penicillin 

JljjjJ Ajli Aa* ^_gi 3 a^I) 

COP 
of HF 

(Ja^Iia Auj (jjjuoS^jV A^\j 


Hyperemesis gravidarum 

aa 

psychosomatic disorder 

4jA3 

antienetic 

assurance 


4 qj’q -s l5^j) jta. cJa^JI (jl \ g i* a !>tlAA IgJjijj ) 


jSaa sedative 


4-^la. ^aI | 

Isolation 

3 a^ 1) iS& ^aLla aLL dLlS ^_gill ^a 


jj$A V (JjI U LLaIa^. (. j j *, >n 



(JjAi £A (jlAxlLaj 


Toxoplasmosis 

jj£ij V Vj Jalafll) (JjlaJ ^ lillaJA ftA^lj (jSaa 

!?!??? 

JU 

abortion 

^L^al <Laxj c^lil (JaL^JI ^9 ^L^al (Jaaj 

(J! }} aAi^j 4-9^^ aJ 

congenital anomalies 

jjSj lg_}| l^-La ^ill 

recent infection 

ci-axj ftJlS (jUic. 

IgM 

+ve 

(_$SL AjL £l]Ixj 

spiramycin 

3 a^-lj (JjoIa 
^OjLoiI V &Aa] <C.Loi ) X JS ^a^)3 

jLaull 4 ajuo) 

jl a 

rovamycin 

IgG 

<aj 9 ^jjj^La 

+ve (J-alta. <jaa 


Rh-ve 

(JSLaa (Jju^a^J ftJlS Axj ^glll JlfliaVI (jtij’Q-s a jJ 4_i]l a‘i*\1 


Anti-D within 72 Hours after delivery 



l$_pl 


Lai 

Rh+ve 

(Jaxll ^IjIa JjI 

Rh 
ji -ve 

<^La. ^jjoladLa 

ji +ve J^ll J* <pt 

4x.LoiVX 


2-phamacology in OBS 
-assess (benefit /risk) of medication 

1 A ^ j*‘< <a /\ 

completely safe 

u ji 5 ? jtf 

4-^la. jlikl Laj|.i 

short half life 
patient education 

j! <_tal_i. La LiL Lda £-^Loa 

^JjUj^a j| t _ iula ^gJLuoJ Lai VI 

J! cjUUJb aSjj safe 


(jx dll ^ a. £-Jd^a 4 laJjaull dl^l aJi ^ 
L>^ 

JLuoJ ^1 (.JjJaSl C5^ Lg-ls 

JJ&* 

dJLaJl AjtjUal L_ll^j] jjjSjllI ojdal^a JJC. ^)dl jd-a-a ^j-a Ait^l^a (JdaS-j f-3^ ) 


FDA: 


class (a) completely safe 



class (B) QA £jLa (jjjjLo 
e.g:Dexa (steroid) 


class (c) if indicated 

e.g: NSAIDS 


class (d) ^ (ji i$i jxa (_pjU ji 

e.g: anti-tetanus /anti-gasgangrene 


class (x) absolute C/I 
e.g:some types of chemotherapy 


B/C/D 


experimaental &human studies 
Safe Drugs during pregnancy : 


- AB: 

penicillin 

cephalosporins 

erythromycin 

J' generation 




quinolone (cipro) 


-Analgesics: 


paracetamol 
aspirin (except if C/I) 
Iboprufen (NSAIDS Class C ) 


Herbs &Tea 




Tea 



Coffee 


? jsjM uA J* OF- l Ja jA? 

Gyna 

c“i\.-nI*s 4_i^d (jc- ^ISjI 

*Dysmenorhoea 
young girls cAju^j chj'^ 

Iry good sign (good hormonal activity) assurance 

2ry pathological 
ttt of the cause 
N SAIDS 

Cy* 

analgesics 

^aVI (_^V dll 1*^ j. j.i xa \) (jl Jalc- AjtjLoi <1 jLo ^3 

Vaginitis (V.V) 

< qa ijJSA ylSja. djblgailj djl jl jal ^Ic. J jU 

3 tW 

monilia 

trichomonas 

bacterial 

?? i^Sld 

iaidall J bLc-U J]l 4,1 tiL jj-di. 
^^iil 4iluol dl^ti 

1- 

2-W«4 .jl 4,1 d,l jl jal ^ 



(j;j A ‘ Vj 


3- ??V V j 41 


A? married 
J* dyspareunia?? 


virgin or not ? 


**monilia: 


itching 

white creamy discharge: 


A i±2>. I jl iSj) ^-^3^ t 




:antifunagal 

systemic: 

single or double dose 

ji ^ virgin 

J J* cw pregnant 

ojjjS AjjLaJill a-LuaiVI 

Flucozol 


local: 

gynodacterin 
cream or suppository 

symptomatic for itching 


^ daktocort or mono cort 


qc- ojUc- 

antifungal + steroid 



external 


on vulva 

**Trichomonus or bacterial 
metronidazole(flagyl) 
or Dalacin 

local 

combined infection 

A-ajuol 

Amrizole n 
(metronidazile + Nystatin) 


(_£i 

L_J 

bleeding 

Luiil) <c.Hj e^UxJI 


**Contraception 

age 

period u^Ua Jl\ 
menstruation <Lia Vj ojiS Wj 

lactation 
medical disorders 


no of children 




Lactating: 
IUD or POP 

COC) 


5ji ro (jA jsi 

D.M 

COC) 


newly married 
IUD 


? ajj«ill jAatj jc- (Jljjuo 


0a. jl ft^-aC- jl A^ ajtAi jLic. jLja-a^) !)liLa ajj.ill ^)a.lj jAc> o>^lj 

Aj^ia A-aK JjVI ^ Jla 

C-Lalxil j* Jjj£ jl 


jLja-a^)! ejj^ll jaalj ^ iVnioj V l^lta 
Ig-iJ JLaUj Ujj j-a A k^o-s j <_£j) 


??AjI 

<J-aaJl 0la LJjja ^^Ac. AjjuoLa 

Aa. 1 ^) Vj i— flSjJ ^JJC- j-o I g A -n! *\ jl ^aill ^_^a C Vq'i,a ^jjc. j-a I g l.a^'1 


1 l_^_ljU 0 ^ t ^ 1 ^ ^ ^ \ 

(jl virgin) 


jliatjai j-a l^iS jl . >» a^j £.JJ^ ^jjjl frLia-La a jjlc- ^ ix j I ^ lj 3 ^^11 1 ft jj^ll j-a (_J-aaJl 0 la t_J^±a. .laLj 

A-ajuol <ilj^ c_flj Jla ^)£juo lAAjc. jl £ © j-a jl^l l^-Lo) t-J^ia. ^jul^laiilLa 


Cidolute nor 


ALa ^_5-iil ftjjil j-aj AjJa^j <— i aajj jj^ Jallj 0^-ail ^a^a 


a^^)J I 


lAJ)l*-a djli ajj.il! (JjaJ lAJlaij dljja jl t_lAa | 



AjLsJI SjjJillc. (jjjSlj ^ 


J^xjA jl .IjVifrl (JALO ^aUl ) * (_j-0 (.Jsl 

irregularity 

djjjlj AiLjal ^g\ jLailuol (_g\ 

j Vjl IxjJa Jja jail j 

jlixulll 4>a j ^5% Ua^ ^ jJ 



15 - 4 * 4 


1 Ldjlj dljjj^JI QA 

CliljjJ ^A Aj^j, ' (_jl^ l <a (. - 111 I 3 (_^V l * jfc ^jc- V j 

Rescuctation 

intermediate and advanced life support&Basic 

(AIAjaII 4JljIa^VLi Jjnkll l j t-jUill ) 


rr 




15-Ujj b 


IjjJjLujI Lajta jl£ 

C5^ ‘ Ua -£iij jl£ t.n.il-i <_sV Ig-ic. ^pc. V ^Ij 

Rescuctation 

intermediate and advanced life support&Basic 


4Jj jIa*d«Vb 4 j ljUSJI ) 



jl ^jj mK <jl (JjjSI Lajl*} 


^ ^Emergency cases 
<J*A*il Jijsll VNon emergency cases 

J-UlLoII juJdll Jj^a j!l& aJL^ ^.Lallj Clllijjuol j \ j 

4 CljlilLlj (J£juiJ ^-IaLq ^11 1 

4 Jlcj^o J^Luuij CljliC'Lja^ djj^ £,\a 1 j l^jli^ Jliljj IaIjl^o 

• ls])] 

4 - 2 k^. LSjl ^ 3 ^iLq i ' inJa ^JiLudU Axi^ J IjijLudV 

^-SjUO !LabQ 


Gastritis Igil ^liU <_sljl ajaIc. abdominal pain a]U ciiLli ciul ji JUj 
sl)^. ^ aJ JUu inferior wall myocardial infarction ^ VjAj^Ic- 

l$-ik. jjiL ^1 djUUll ^ ^1 Red flags in emergency medicine s>iaU-a ii! 

Emergency aJU ^ ]jja Jjiuj l^LSl jl j tdal^ 0^4' ^ J lsj ^ 1 

re SjSIa 


rt 




RED FLAGS 


in 

emergency medicine 


b » 

Mofjammet) 

[R resident, mansoura university emergency hospital 


Headache red (109/ 


Acute onset disabling headache 
Blurring of vision 

Recurrent projectile vomiting, attitude 

Drowsiness, confusion, signs of lateralization 

Feeling like something ruptured or sudden 
lightening inside my head (thunderclap) 

Mg hypertension 

Pregnancy or postpartum 

Cancer ( eg. Breast cancer ) 


normal CT brain 



hjgu'f-J: flail unpu-rd lor b-q i a - fc h' JfO Brair Mi 1 l .>1 ^ d wrtldH aid 

utIilJh. :i. rf ?edrnj «■ jtrcnid Ieh&i. 




subarachnoid Hge 



Left temproparietal 
epidural hge 


12 year old boy from 
menyet elnasr 1 day 
after trauma in the 
school 




Dural sinus thrombosis 


Delta sign 



Post partum DST 




Female 57 ys, complaining of unilateral 
headache, e diplopia, eye-ache 







TABLE 1 

Temporal Arteritis 


Symptoms in giant ctll arteritis* 

• Age > 50 years 



Symptoms 1 

• Headache, neck pain, jaw claudication, 
scalp tenderness, facial pain, visual loss 

• Thickened, nodular, pulseless superficial 
temporal artery 


Symptoms due to involvement of 
cranial vessels 

Headache 

Jaw claudication (pain on chewing) 

Scalp tenderness 

Loss of vision 

Abnormalities of the temporal artery 
(pain : nodules, absence of pulse) 

• Headache is mild to severe, and of acute or 
gradual onset; the patient is typically 
without a history of I IA or deviation from 
his or her chronic HA pattern (New) 


Symptoms due to involvement of 
great vessels (aorta and bran- 
ches of aortal 

Claudication of extremities (especially arm) 


Symptoms due to systemic 
inflammation 

Fever, night sweats, weight loss 

• Associated with polymyalgia rheumatica, 
especially in elderly patients 

G. 

Polymyalgia rheumatica 

Mainly proximal myalgia and stiffness of the neck 
and shoulder and pelvic girdles 


t uiodfied1roin{3, 11, 12, 39) 





Confu/ion red floe/ 


Psychic (huzzy buzzy) 

• Mostly young age , commonly 

female 

• Usually no PMH 

• Tremors of eyelids 

• On opening eyes:Red, trying not 
to look at you 

• Tears 

• Ptn lying flat or irritable e 
hyperventilation 

• Responsive to painfull stimuli 
(withdrawal) 

• irritable relatives 

• Alcohol : magic response 


True confusion 

• Mostly old age ; male or female 

• Usually Hx of medical dse 

• Sleepy eyes , or opened e 
abnormality dateral gaze , 
nystagmus , unequal pupil 

• Sometimes certain body 
attitude 

• Usually no or abnormal 
response to painful stimuli 

• Calm relatives 

• Alcohol : often no respone 


Acute Confusion + 


• • • 


GCS 5 , abcent gag (snoring) , BP 

260/140 



Acute onset of lateralisation 
signs (flaccid paralysis) 









Confusion+ 


• • • 


Hx of CKD, no dialysis, no UOP 
for 3 d, = rapid rising creat 


Hx of CLD, large ascites, jaundice,Ms 
wasting, no lateralization (irritable) 





Confusion+.... 


55 y female, GCS 14, Hx of total 
thyroidectomy 17y ago, Dl, no DM 


RBG 153 



7.41 



38 mmhg 



r i 

24 meq 

L. A 



r i 

4.6 meq 

L. A 



113 meq 


77y, DM, HTN, dehydrated 


RBG HI 




r i 

30 mmhg 

L. A 



r i 

17 meq 

L A 



r i 

3.2 meq 

L. A 



r i 

166 meq 

L. A 



















Acute Confusion+ 22 y male, GCS 13, slurred speech, 
no PMH, found in the st, relatives alleging possibility 

of struggle... 




Pto/i/ red floa/ 


Mullers muscle (superior tarsal ms) supplied 

by sympathetic libers from around tut carotid A 

Levator palpebrae muscle supplied by 

occulomotor nerve that at point communicate e 
the sympathetic fibers from around ICA 


Pseudoptosis 


In bells palsy the 
cause of the 
appearing ptosis 
is sagging of the 
ipsilateral 
eyebrow 

(sagging of the 
hemiface) 




Facial 

weakness 


Drooping 


Facial neive 

Loss of sense 
of taste 


earl ness 
oi dryness 


Pain in or 
behind the ear 


Drooling 


True ptosis 




Dangerous causes of ptosis 


• 1 - Horner syndrome 

• 2 - partial or complete 3 rd CN palsy 

• 3 - myasthenia gravis 

• 4 - ch progressive external ophthalmoplegia 

• 5 - mg or inf of upper eyelid, conjunctival 
fornix or anterior orbit 


6^ LuoC- o 


• All muscles of the face 

• Upper and lower lid position 

• Pupil size and reactivity to light 

• Extra-ocular motility 


• Ptosis + tinnitus 

• Ptosis + tinnitus, deafness + fever + drowsy 

• Ptosis + neck and facial pain 

• Ptosis + chest pain, dyspnea + ch smoker 

• Ptosis + vertigo + ataxia (acute) 


Dyspnea fed flays 

danger Hx items 

elderly patient 

Acute onset, rapidly progressive 

In prescence of risk factors : HTN, DM, smoking, 
obesity 

pregnancy or postpartum 
other hypercoagulable state 
After trauma 

e typical or atypical chest pain (if HTNive what is 
the priority ? ) 


• Hemoptysis 

• Fever, cough 

• Medications (-ve inotropes, proarythmic as 
minophylline, RC depressants, toxic ingestion 
of organophosphorus) 

• Recurrent e nervousness or psychic trauma ?!! 



Danger signs 


• Agitation or Altered mental status 

• Inability to maintain respiratory effort 

• Cyanosis 

• Retractions and the use of accessory muscles 

• Brief, fragmented speech 

• Inability to lie supine 

• Profound diaphoresis; dusky skin 



Dyspnea+ stridor, facial erythema, urticarial 

patches 



Dyspnea+ fever, neck swelling, dysphagia 




Dyspnea+ neck tr or chest trauma 





Dyspnea+ DVT 



Dyspnea+ long course OCP, or CS 


Ph 

7.349 

Paco2 

29 

Po2 

78 

Sao2 

L 

91 

J 






Dyspnea+ hepatic, fever, productive cough, 

decresed air-entry on It 









As a rule, any significant unilateral 
pi effusion should be sampled and 

analyzed 



Dyspnea+ long Hx of smoking, cyanosed, 
accessory ms use, excessive expectoration 



Dyspnea+ heartburn, sweating 



Dyspnea+ orthopnea, bilat chest crackels, 

accessory ms use 



Dyspnea+ dec UOP for 3d, hx of CKD, rec 
vomitting, marked anorexia 









The previous case 


Before and after TT1 



Radiometer abl 700. series 


Syrn (l « 
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REPORT 

Identifications' 
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TCst report 


08:56 Hay 8 2014 




Patient: SHAKER HASAN 
Sample No. : 3 

Location: 

Sample: SERUt 

Priority: routine 

Entered: M . 51 ^ 8 ^ 

Position: 3 
Segment: a 


test RESULT REF, INTERVAL UNITS 
<*** 6.4 HI 0.6-1, 3 mg/dL 






■ HIM N*h It. 


Dyspnea+ hx of DM, dysuria,, dry tongue 





Che/t pain red flaa/ 


• Old age 

• Long standing smoking, or drug abuse( cocaine > iv heroin or amph) 

• Family history , previous similar attacks 

• Hypercholesterolemia : hx or findings 

• HTN , DM , Hx of cardiac dse 

• Sweating, palor, cyanosis 

• Hypotension > hypertension 

• Palpable marked tachycardia or bradycardia 

• Typical site 

• Exacerbated by effort > by breathing 

• Angoranimi 

• New onset murmur (terrifying pansystolic murmur) 

• CXR, ECG,CT findings 


OCA age , wtf y 


Due to atherosclerotic changes 

Due to cardiomyopathic changes 

Due to Poor sympathetic reserve 

Due to poor oxygenation (physiologic 
decrease of lung compliance) 

Due to long standing pathologic Hx (HTN, DM, 
smoking) 


Drag aGnsers, wily 


Cocaine inhalation 

Due to the risk of sustained 
coronary spasm 

Potent effect on membrane 
ion channels : arrythmia 

Also aortic dissection has 
been recorded e cocaine 
abuse 

Young age, acute onset 
chest pain, ECG changes 
:insist to take Hx of drug 
abuse 


Iv heroin, ampheta,other$... 

• The high risk of IE, infected 
valve is STIGMATED 

• Also coronary spasm, 
sympathetic overflow, 
arrythmias... 

• Young age, gradual onset 
dyspnea, chest pain, general 
constitutional symptoms, 
new onset Ht murmur :ask 
about drug abuse 


PaniCy Hx , \ vfiy 



A/ew onset murmur , wfiy 


Pan (holo) systolic murmur Early diastolic murmur 




Two important non traumatic 
red flagging chest pain issues 


AMI 




Acute aortic dissection, which ? 



Hi Speed CT/i SYS#CTl2 

Ex: 9244 

Se: 3 

SN 167. S 

In: 26*C 

DFOV 31. lew 
STND 


A 148 San Francisco General Hospital 


Large ^ 

S.O wrn/1 .9: 1 

Tilt : 0.0 

0.8 s/HE 06:22:42 I*Fy06.32' 
V: 400 L:40 








Abdominal pain led flag/ 


As usual, abnormal vital signs must knock my 
head 

Ask for: MEDICAL as well as SURGICAL Hx 
(...organ failure, ...previous laparatomy,..drug Hx) 
Inspect for: bulging or pulsatile masses, hernias 
Palpate for: Rigidity(boardlike), tenderness, guard 
Percuss for: shifting dullness, hyperresonance... 
Auscultate for: intestinal sounds, abnormal bruit 
Search for: Abdomen radiology red flags 


Acute epigastric pain 


• Acute pancreatitis (ask 
about predisposing 
factors) 

• Perforated PU 

• AMI (not surgical 
abdomen) 

• Sometimes thoracic A 
dissection (not surgical 
abdomen unless 
ruptured) 

• DKA (not surgical) 



Acute RT upper quadrant pain 


Acute cholecystitis 
(fearing of rupture) 

Leaking HCC 

Acute fulminant 
hepatitis 

Sometimes pulmonary 
embolism e(belt over 
lower chest) 



Acute Cl upper quadrant pain 


• Perforated pu 

• Ruptured spleen (after 
blunt trauma, IMN, 
pathological spleen) 

• Ruptured splenic A 
aneurysm or aortic 
aneurysm (delayed 
rigidity) 

• Sometimes PE or Ml 




grjlLSlI JJj 


• 28 ys old Hx of blunt abd 
trauma 3 d ago 

• The father said ( the loser 
drinks and takes tamol daily ) 

• Ptn complains of malaise, 
vague abd pain, dyspnea, 
cannot stand up, fever, rigors, 
headache, backache, any 
question you ask him the 
answer is yes 

• Ex :bp 110/70, tachycardia, 
pallor, rigid tender abd. 




grjlLSlI JJj 


• 28 ys old Hx of blunt abd 
trauma 3 d ago 

• The father said ( the loser 

drinks and takes tamol daily 

and has dirty friends ) 

• Ptn complains of malaise, 

vague abd pain, dyspnea, 
cannot stand up, fever, 
rigors, headache, backache, 
any question you ask him 
the answer is yes 

• Ex :bp 110/70, tachycardia, 
pallor, rigid tender abd. 








Acute sudden onset of It upper 
quadrant pain (like a blow) 5 ds 
ago, then fatigue, after that 
progressive abd pain, his brother 
said (he takes ketofan for dental 
pain) 

Ex : bp 90/50, tachy, pallor, 
generalized abd pain, tenderness 

Abd xray erect : normal 

Abd US : early cirrhotic liver, 
normal spleen, normal both kid, 
FF in the perihepatic region and 
pelvis 

after resuscitation fa/hat is 
If our next step in investigation ; 





Acute Cl Cower quadrant pain 



Acute appendicitis 

Impacted Ureteric stone 

Ectopic pregnancy 

Ruptured ovarian cyst 

PID or tubo-ovarian 
abcess 

Crohn's dse 


Acute RT Cower quadrant pain 


The same gyna and 
obstetric proplems 

Sigmoid diverticulitis 

Crohn's dse 

Still sharp role (any 
female in childbearing 
period complaining of 
lower abdominal pain 
should have pregnancy 
testing + pelvi-abd US ) 
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♦ Ectopic Pregnancy 
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intestinal obstruction 


Red flag symptoms : 

1- absolute constipation 

2- anorexia, vomiting 

3- abdominal distension 

4- abdominal pain (starting according to site 
of obstruction, then generalizes over the 
abdomen) 


intestinal obstruction 


Red flag Hx items : 

1- old age, neglected, dehydrated 

2- previous abdominal surgery 

3- drugs : as vasopressors, digoxin, diuretics 

4- AF 

5- previous ischemic insults (stroke or Ml) 

6- spleenectomy, portal hypertension 

7- hypercoagulable state, pancreatitis, sepsis, 

post-traumatic, malignancy 


intestinal obstruction 


Red flag signs : 

1- As usual, abnormal vital signs must knock my 

head 

2- Inspect for: bulging or pulsatile masses, hernias 

3- Palpate for: Rigidity(boardlike), tenderness, 

guarding 

4- Percuss for: shifting dullness, hyperresonance... 

5- Auscultate for: absent intestinal sounds, 

abnormal bruit 

6- Search for: Abdomen radiology red flags 


4 RULES 


Any ptn e acute persistent progressive abdominal pain + Hx 
of AF = consider mesentric ischemia until proved otherwise 

Any ptn e acute persistent progressive abdominal pain + 
taking digitalis and diuretics= consider mesentric ischemia 
until proved otherwise 

Any ptn e acute persistent progressive abdominal pain + Hx 
of splenectomy, portal HTN or other hypercoagulable state 
= consider MVO until proved otherwise 

Any ptn e acute persistent progressive abdominal pain + 
metabolic acidosis = consider mesentric ischemia until 

proved otherwise (Stanford medical school) 

Acute Mesenteric Ischemia of the Small Bowel = VERY VERY BAD. Ischemic 
Colitis = NOT SO BAD 

















<J£3 sjjLo tj^j) ic# (jLm ^ ^laji ^ specialities Jt ajL 

lg-2 jjjuA iiljV) A<aJ$ (j£-a-a ^Ifr (jjjLa-a£ jjii£ liliV *■ -j^ -a ** <1 . ^>->.''11 

' ^ tilljA ~W*V'A j ' •'•s.~'\tf dli. jua ^ _j * >i-s."' (jT'i ■ a I^Aj ljj£jSs ^Xc, ^jjLa-aS 

Cannulation,iv , Endotracheal intubation (ET) , airway stabilization J 

ijUr* fA L_jljj jV , catheterization ,resustitation ,ryle etc 

4-^. A-^blLcJI (JjJaSVI Axl^.1 j t (J^LudU A-lxuLtllll i** 

^AjulIuia x/iVl ^9 JaLlxO C_lis j 4 W L-ilfi j 

JlilaVI ^9 ^AjuJlIuloj ^ q i n ^ Luilll 


alii <jilj i*vwVI j9 ijj jj^aj jLn^Vi cjjjJj d 
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'It Is more blessed to give than to receive. 
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jLnxiVi Spa IaI^j l_u£JI <jc» jjj£ <jjoh 

: ^jjjjojLujI A-nlall 

Aju^LoAilAlj^ia Cj^ J 1*1^ AJajuil^ lgj| iS^J Ajjj^^II L_uSJI 

^jjdJ A m j L_jh£J AjIcO cJaC*I jx> hi A^Jjj^all^ 1^. ^)jj£ l^-La J AaLulII 

l^£ C-jjjjllh ^Aj(l_u£, l_u£, 

1. ABC pediatrics 

AjI A_il JjVI ^ Alllaak hi C-J^xILujJ <jfL<m Clul j Ja£3 Jllla^l Clj^ L_jh£ 

^ 3ajjun j cJ^-juj (J^ judj (JUJal ^Wn jjlc. (> t nj)a 1*^ (jJjjjjJa 4 j! (JjoJ ! (Jjoj (Jlllal 

2. Emtyzology 

^j£Jj A] ^j-jjall j )^Ia ^3 hlj aJLiIs jj^juj Jjh AjulSj l_jIj£ jA 

^ill Cl )ljlg,^\lj L-ilol A.lg.xjjj AJaJjudJj ^hllj ^ajjhl ^3 AjSJ^Ja AjLg^U 

j Lila I e-hiaV JjVI c_jh£JI ^ u^ij\ . Ila> AJaJjudJ ^jj^al A x^aiLlj Lila I ^3 Ig *aWn ^Jajj^iLhl 

>1xj hu3 Ajo A-laJjudJ Ajl^I^g ^^Lujj. • • ^)j^a-a ^3 ^Gps) ^j-ojlII (J^aijLmIIj 

3. super guide 

j Ja33 A x^aiLij e-LllaVI ajLla-a AIIlxljujj Ljajl (JJjSj (JjjjuiII ^3 A aj,vi\l L_u£JI <j^a 

A^.I^JI A,j^.jjJa jllI ^jx^ll 

4. Emtiaz guide 

<jjdJ A-^ij^all ^glc* Aohj tiilllil ^L^LiAi j CjIjjUI ^k <jjla dull ^Ic, hj 

« ^i£)Llkj 1^1^ cdj^la J Aj£J ho a A^l^aJI £_gjl^la Ajjjuj j (jjdLudVh Allah <jl Ajjc* 

.... Aadx^ail ^lc> Cli^j Aohj 

5. medicine made easy 

6. saber's hand book 


£ ♦ 


j cbVJjlij CjLlnllj ^k ciAjJtaVi (y- J*l£ Jj^aa Ajj c_jt^ jA 

^j£J JlilaVjj A-JalJI^Ja* ^)x^x> ^3 A <LujjLoJI ^Lils A jjjlj Cj^jIjlJI 

Ai^ JfLjb 


7. medical guide 

! ! ! Ajli^ (jjLa AjI ^jIj £juojJ jjlc. A.lg.xjjj A-laijudJ A.^.1^ Jjtc» 

8. atlas9diseaseencyclopedia 

A_nlaH AjLajlx^a (^54(3 ^Al^oII L_uJJI AjjI£ . ^Aik^a. J Aii£, <jl AjjjUj 

AblalJI ^k A^.Ji]| AjAjuj (3^^ 

Atlas 9 The Disease Encyclopedia 

. . . ^il£ JSul? Ig Jc* ^aAxJ IgJlC* L_u£l CbJ^A* J A_btj L_U^ ^ 

^ ^)L^a. Jj JlilaV 1 Aa^o. J lliAiLuj^ A^jli^alt AaaLlK l_u£J( ^jub) fjV L}^ 

(J*» iljl ^ A^jli^alt ^pl J Ix-iSa Ailaljt 

(((: l^ic. Jib ^Ullj J^^' C5^ C_JJJjj]| ^ la^JJ 

emergency^ clinical diag) ^jjLA J u& ^ja^Vi L-iiiih^UI ^jJI 

l_jIj£ jtnJ nj)^i J£] L^ti£Jlj^Li£)ij J£ cardio J1 JlilaVl 

OXFORD FOUNDATION PROGRAMME 


jLiLqV I 

#fatraemtiaz 


Oxford handbook of clinical medicine 

^ Aiaj^ll AjI I J^.1^ 

Uj^ j ABG J1 j ECG J1 ^ made easy 

a]^UJI u & j ajLUII ^ Kumar csjj Davidson c 5 jj current c 5 j ^ j 

. ...I&^Iaia J] A_j£j^oV1 


£ ^ 


Ailalj A ks-ii AWa ^111 ^9 iS^j) AjjUaJ^llI aJLg^II L_U^j 

(b£j ^LUll ^ A^lk^l ^Ujl! j£!ij 

^ <j! 1 

^ J^lij ^JxV&A bt ^V)t Cll^ilLoat j (jj\i ^^Alt (jAAjdlt (J!iLk l^Iiijai ^^Alt L_U^]| ^ 

... L- lla AjajjLaJj AjaUiLk A-LaJ L-JJjJjH Sp9 ^Ijjlj jLlLsVI Sp9 £.ljj| L_u£J) 

Clinical diagnosis ^ ^ ^ja ca*^ ^1 ^juiJ C* IJajj'N 

jbiaVI spa ^ 1 $jI al^Ij Clinical examination 

^ja lJ£ l <nKMI jIjIaVI Sjiia ^ l_jIj£ 

> t fa SjSli 


£Y 




12-JliiaM A ]ajau<aj A 'oj^.Aa 
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Antipyretic drugs 

Cetal drops 

CilfiLu* 1 - £ JS Ac. jaJI / 7 — Y 

Pyral syp. (120), Abimol syp. (150), 
Fevano syp. (200), Cetal syp. (250) 

dilc-Loj 1 — £ (J£ <c. j^Jt / py^ / py A Y £ — Y * 

^ic. (Ji J jolIA jl ^ it uA 

J^ll / Y * / ^auuj £ 4^- J^Jt (Ji^Jjuilt 

Cetal supp. (120), Paramol supp. (125), 
Paralex supp. (160), Pyral supp. (250), 
Abimol supp. (300). 

dllc-LaJ 1 — £ (JS J^Jt / Y ^ — Y * 

Brufen syp (100mg/5ml) 

^ dilc-Laj A — 1 (J£ ((^U^lt c <c. j^Jt Y \ (jjjlt 

( JJ ^ ^ ^ 

Flabu drops (40 mg/ml) 

^jLa-a^ ClAc-Laa A-l (JS O £jjj SjLlafi 

(jj^j 1 

Dolphin- K drops 

(_Jj 3 ) djlc.Lui A — *t (_JS 4£.^aJI / ~ ^ S j 4 laflj Y — ^ 

(B.A Aiui 

Dolphin supp. (12.5 & 25 & 50 mg) 

A_1 )-X/) 

4X-Luj Y Y (JS Y G AjujjJ < — dll jLuj ^ — V j-Q 
A^-LoJ Y Y (JS ^ * ^Ludjil < djl jiui ^ j-Q J4^t 

Aspegic vial (500mg/ 5ml) 

j! ( a Jj^ac> j^Jl j Y * / ^juj Y yj «j? ^uuj ^ ^g-5 

^C. JiJt/ ^X/4Jajju2^ dllc-LaJ 1 (J£ .^Jjj 
diVl^ ^ j i (jjVuii (Jjs j 4 <J jilt U*jjI ^gk ^ jla-a 
(... ‘ t jjjlijt ‘ Ijji^ ) 

Declophen amp. (75 mg/3 ml) 

(_J j 3 ) (JjJaC. A£.Luj ^ Y (JS ~ ^ Y » / ^juo ^ 

(B.A £* j Cuj 

Perfalgan vial (500mg/50ml=10mg/ml) 

(JjU X>\t ^auai £ /V — V , ^ •< Y * 

f^/ 

Y , ^ = Y O < — W (j-a Jsl -^y^ Y * (j-a 

(_] jl^ CjQ ^JUJ 

^al^l^Jjujt ^a^C- (JjJa^Jj dllc-Luj 1 (JS J^Jl jl J^J 

<C. J^Jt j 4 nVlt # # ) p*\A ) * * * j-XjJ A^.L^. jll 


Analgesics anti-inflammatory 

Ketofan susp. 

cKvi cjU ja. r ^ fjz fJ 2 i / {*& / ) - y/y 

^Ajjuo ^ jL<ui^ 

Cataflam tab. (25mg , 50 mg) 

) Y (JS a Y g j5 < — ^ ^ cIjI jIoj H — Y^ j-Q 

(J^Vt A^-Loj 

Y Y (J£ ^ * ^ajS < — <) CIjI jjjuj ^ ^)4^t 

(JSVt Axj A^-Loj 

Rhonal tab. (500mg), Alexoprine forte 
tab. (300mg), Aspocid tab. (300mg) 

i j 7 ; g ic. ^ * ' ,q 3 j ~ ^ j ~ ^ ^ * * — a * 

antacid <*-* u 1 -^- Rhonal ^'j 

Brufen syp.(100mg/5ml), Brufen tab. 
(200, 400, 600 mg) 



Y 




From 1 st day of life 

> 6 months 
>1-2 year 

> 2 years 

Avil retard amp 


Antihistamimc drugs 

Fenistil drops f j2' / ^ : J22 -242] 'ac. j*A\ 

Fenistil syp. ^ Y / ^ ^ ; J£ll lJ j22] ^luulb Sx. jaJI 

Zyrtec drops ^ laxja <^121 Lai ax.Lui ) Y <_]S (JjH ■ ol&l^a 

Zyrtec syp. f j2l :uc. 

Claritine syp 
Mosedin syp. 

Evas tine syp. 

(45mg/2ml) 4jjj J J^ac- ac-L^ ) Y JS Ac. j?JI / Y * / ^ Y/^ 


retard amp (45mg/2ml) 4uj j' ^ Y JS Ac. jaJI / Y * / ^ Y/Y 

Acute bronchitis, BA c^Vla. (Jjc-jU* antihistaminic <J1 

J25 dryness of secretion 


Corticosteroids 


Solu-cortef vial (100mg/2ml) 

Epidron amp. (8mg/2ml) 
Predsol syp. ( 5mg/5 ml) 
Predsol forte syp. (15mg/5ml) 
Phenadone syp. 
Hostacorten-H tab.(5mg) 


JjJjjJl Jlc. f.12. . 


C- i “ 4 r-1 , ,i 4£.^aJI / > j 

AJJJ 

Ajjj j! (JjJaC. Ac-Lui ^ Y (_JS ^ — Y/^ 

V ^ \c* - ■ ‘' Q 1 j Y — ^ 

dilc. V ^^Ic. ^ jJI ^gi ( ^ui) V \ Y x ujj^ 

AX'Lul ^ Y — A (_]£ fulfill / ^juo Y — ^ 

dilx. V . ^ >- ~ ■ -'Q * ^^21 j j Y — ^ 

' tic-1 i . Alj^ja add pt Alia. 

1 i_i - Y ^ ^ 

Ua JJ jUa Jjj^ac. jl 


•‘u^ ,2-ikU-i immunucompromized jf*4 <_s44 ^ 

^j) Util SAa! ^92] 1 / ^7^ / ^ ^ ^ 

^_joj oJlaI / ^7^ ^ ^ ^ 

MMR j uj 2! j Jlda^/t J14 ^ajxJaj ^ j Live attenuated vaccines i> J^lbj 




Antiprotozoal drugs 

Amrizole syp. (125), Flagyl syp. (125) 

4 — ^ 6 AaI Clitc- V lc» ~ x J j / ^uuj Y 

vegetative amoeba £^*1 
Giardiasis J' ^^*1 <— fU V sad Ac. jaJI 

^ajJ ^)AC< (JA (JaxJjuU 

Flagellat forte susp. (200mg/5ml) 

l q i ^ V| Clsloj^ V ^ j / ^auuj ^ , Y ^ 

Flagyl tab. (250 &500mg) 

<C. L <L^j) dltc. V ^^Sc. ^ajoiii ^a j-lll / / ^A G * 

(UjUJl 

Dilozole susp. & Dimetrol susp. & 
Furazol susp.(100D+200mgM/5ml) 

ja. ^Jc. fxuSii ) • 

4 ^j’lAA 4 lc» ~ x J j ^ 

hepatotoxic 

: amoeba cyst J' 

^aUM. 

Vjl ^g-laau 4 — (jial jC-l ^ • 

^alj) ^ * S-^aI (Jj^I^IiJj^Ia 

Dilozole tab. & Dimetrol tab. & 

Furazol tab. 

a^£ Y Q (J£J Y 

Nanazoxid susp. & Nitazode susp. 

V *5Aa1 ^^C-LjoJ ^ Y ^juj ^ 4 £ — 4.JUjJ ^JA 

t*>Q^ V G-Aa. 1 A^-LjoJ ^ Y ^juj ^ * 4 djlj) Ini £ ^JA ^ 

ljj^)lt ^ic- 4jI (Jlii ^ LiiaVI Vj Lp^LiaJl 

Protozole tab. (500)& Fladazole 
sachets or tab. (500) 

o j ^.1 j Ac.^)^ <_J£yi Jaxuj ^ J 

amoeba cyst £^*1 f vegetative amoeba 

IajUjJI ^lJUj v 

J-gju cystic form Cy* <JaIa ^ 111 ^. jl bbb 

£ ( hatching W cyst j £ J jj'A* 

Chloroquine ph. Amp (150mg 
base/5ml) 

Cjlc-Lud V j)Aa ^ic* lajillll J Aijj ^a^A ^ 

(JklxAJ ^ 1 a (JjW a ^J] 4x.^aJl C-flLjaJ^ dltc-Loj 1 *1*J 

Chloroquine syp.(80mg/5ml) 

~ ^ ^ ^ ^ a ^ d)lc-Luj Axj ^ * <■ — ^a^J (J^ji 

6^.1 j ^£/^a^A ^ < — ^ajJ (iilljj ^lj 


£ 




Antihelmintic drugs 

Antiver or Vermin susp. and tab. 
(lOOmg) 

♦ * ) 4x.Laij jtkaVl y ^ 0 < — Oxyuris 

(J '& A^y^. s-LlaC-l (JjJaSJ y^A ^3 ^ Axj 

^ ^jjLjojI V £Aa 1 ^J) Util 

d* ^ 0 <— Ascaris & Ankylostoma 

AxJ A-illllLo ^aLl V SAa] ^ ^ a ^ * * ) AcLudJ jUafiVl 

£J)\ ttil £ AxJj (JJC Jfjuol 

Fluvermal or Fluver or Verm- All susp. 
and tab. (lOOmg) 

C-Ujl ^AklLaU V (J j jlAnJ j\$1\ (j£J AijLalll Clllc.^)aJl (Jjdij 
(jjTim <Jj 3 jl (Ja^Ij 4x.Lja^)ll 

Alzental or Vermizole or Bendax susp. 
(100mg/5ml) - tab. (200mg) 

(JS ^ (Jl ^ a!1 £jojI j jlApl] jLjaA j nar j (J jjlAiiJVl 

AcLAa^Jl *ljj) V ( fj. nana (JIajaII jjl 

Ac-LaiJ ^)UaSVl (J^3 ajjLlaC-1 (JjJa^J — (Jd3 jl (Ja^JIj 

) jj^jjjujl a*j jjSj saaJj Ac. £ * * <— Oxyuris 

^jjl ttil V SAa] (JS A^y^. jt/>xi 

*^l j Ac ^ £ • ♦ <— Ascaris &Ankylostoma 

A-iHHa Aj\ V &Aa 1 Ua oj 

♦♦ r ♦* ♦* v** 

<*?-* * * * <— Strongyloids & T. solium, saginata 

A-i]lliLa ^»Lal V o.1a 3 Uajj 

Niclosan or Yomesan chew tab. 

(500mg) 

jl c-La C lj£j 1 g x \\ ^aJJ ^aJ lAia. 1 g at ^ja AjV ^al^SVl fiAA 

S-La yix^C* L_J^£ L5^ £ 1 ^jTj) (j^ laj 

H.nana - T. solium and saginata £^*1 

A^.1 j ^aA^lLuaJ ^1 ^ ^A^JjuaJ V •< — ^ ^ ^a (Jsl 

^ SA^.1 j Ac-^a. 

1 SAaI UajJ (j-a jS ^ jJ Jjl ^ <j-a j3 Y <— T i — ) ) 

AC- Laid (J^Vl (J^S A JjJalj 6 A*-a ^aLjl 

A o 3 ' t <— v * t> 

AjjAali SAjla ^aUl 1 SAaI 

Distocide or Biltricide tab. (600mg) - 
Epiquantil susp. (600mg/5ml) 

) JSV' Ja^j Ac. jaJI / ^ ^ £ » <— Bilharziasis 

Axj Ia^)1^)£j ^A_ajojJ Aj^.j (JjAaSJ 

Ac-Loj VY SAaI Ac-ljJa^)ll L_fl3jJ ^jl AjV 
^ ^ ^ 0 <— H.nana & Strongyloids 

fiA^l j 

White ppt oint. 

^■^Jjoill A-iJkl (jlAA '\. u *^ J» jl L_Luol^) f&y* 

jIajaII (J ill I^Luoaj InIu^i 

&y±J& Aj^aLk AIIia!! (jlAjA]| Ac-^a. £y* f AxJ A-J^)jui ^ ^0 f.l 


o 




Antiviral drugs 


Zovirax susp. (400mg/5ml) <dd V aid A Xc. ^ ^ < / .L^d. A 

A laJjuaH J L_j|^juall ^a^kjjalJ 

(500mg) & Acyclovir tab. A <_£ ^ 4 oj ^ ^ ^ ^ * 

g) or Aciclovir vial ^d« Jjk-a J) j^JI cJLjaj ) » — V aid ciil&Lai 

aid < jjo Stable / <_L ^ * (JitAJ 

Ida^L, Y Y 

; dNl-a. 

Herpes encephalitis - Severe herpes infection - Neonatal herpes simplex 


Zovirax vial (500mg) & Acyclovir tab. 
(200, 400 mg) or Aciclovir vial 
(250mg) 


Nasal decongestants 


From 1 st day of life 


Salinex or Lyse nasal drops 
Flu-cease syp. 


From 3 months -1 iliadin or afrin or oxymet 
year ped. Nasal drops (0.025%) 


From 1 year - 2 Otrivin or Rhinex ped. 
years Nasal drops (0.05%) or 

Sudophine syp . 


Age > 2 years 


Flonaze cap. 

Sine up or congestal syp. 


Michaelon syp. 


Rinostop drops 


(JjjlLs ) • Luj jj Clil ^ V- Y i a Laj Y - ) 

f U ®- £ aid 4 r.l l Jj 3 

aid LlajJ V Y , © Aiui <_Jja 

dj I V ^xm — 4 k,' 4 ^ ^ j ‘ ' 

) « Ll« jj dj!j»a V-Y < <cLaj Y-^ 

JaflS f U ©- £ aid 4 r.l , Jj 3 

(jiLxjj U iliadin 

aili. £uLj *■ . 'jyj.'j L a N' 
Alxia Y/^ — . A lx >1 

ja^3 © aid 4&Lui ^ Y 
u JS aIaIa — 2jA 

^C-Ljuj 

JaIj till 2ll \\ A v Ajla ^jjd-il 

A-nxjaill C!jV3^ J J £a 

^aJJj Jjla c-La Jj AljjuiAlt 

LiA Jj CjI JA V C-IaII jLkj J judJJjujl 
0-1 a 1 ClAc.3^ V ^lc« ^ ^3^ / ^>7^^ / ^auai ^ 

.Lia ^Ll g 

*&Aa1 C1jLc> 3^ V lc» ^ i nQ J jJl j Y j ^auuj ^ 

.Lia ^Ul ^ 

^aljl £ S*1 a 1 LlA^d CIjI^a V /a^^ / A la^J 



Mucolytic drugs 

Ambroxol or Bronchopro drops 

^ Ac.^aJt Aic-LjaA (j£aJ 

Ambroxol or Bronchopro syp 

^jSaJ ^ j \^\y^ ^ic- ^ajdll ^9 V \ 

^ Ac.^aJl Aic-ldaA 

Bisolvon or solvin drops 

4 Qc.1 ^ ^jSaJ ) <*— 1 iLc-^)^ V C> ^ajai9J ^ajdll / ^ 

^ Ac.^aJl 

Bisolvon or solvin syp. 

g.1 l~xc>\ ^ dAc-^^ V £- 1 / ^7^ / ^ 9 Y ^ 

^ Ac-^^Jl aAA * * 

Mucosol syp. ( 125 mg / 5ml) 

4 Qnl i ^ dAC'^^ V ^_lc> ^ ^ * / ^aJUJ £ 

^ AC-^)^Jl 


Bronchodilator drugs 

Ventolin or Salbovent syp.(2mg/5ml) 

dlc-Luo A (JS AC-^aJl £ \ 

Aironyl or Bricanyl syp.(1.5mg/5ml) 

V lc» ~ k j j ^juj ^ 

Farcolin nebulizer solution 

<0 ^auuj Y — ^ -|- Ajuli^Jl ^9 ^ * / Ja^jud V — 

^d9 ^Ac. ^Aa 

Atrovent nebulization solution (250 & 
500 meg/ 2ml) 

AAI^i ^9 -< ^Aa A ^auuj ^ -|- AjudiaAl / ^ / ^auud ^ 

Y £ * jj£ JJ 

^9 •< ^Aa (Jj) W A ^auuj ^ -|- AjudiaAl / ^ * / ^ajud ^ 

o * * aAI^, 

Combivent nebulization solution 

A JUdlaJt / ^ * / ^UUJ ^ 

Epicophylline syp. (125mg/5ml) 

dAx-^^ £ ^Ac- ^ / ^7^ / > A — * , "l 

Etaphylline ped. Supp. (lOOmg) 

^9 ^ ^ ^ ^ * jjjl ac-Ljoj ^ Y / Ajoj^aI 

Adrenaline amp (1 mg/ml) 

^AaxJ^ ^auuj ^ ^gJl ^Aa JjI^a ^uuj ^ A9lda! 

dc- A9j9J Y * .^T^t diaJi Ac.^aJl / / Aia^)jaj 

Minophylline amp (500mg/5ml) 

CjLc-Loj 1 / Jjk^ll JaJJ Ac-^)^Jl / a ^ 

-lajililU Ac-Loj Y £ Ac-^iJl ^.UaC.1 (j^-o-S 

^Cc-Luill j ^ ^ s j a ^ v <c. ^ j jAai4t 

Maximum dose — >■ 600 mg / day 

Ventolin or Vental inhaler 
(lOOmcg/puff) 

£ cAa! dlc-LuJ ^ j 4 A j Y — ^ 

^IjI £ SaaI dlc-Luo A / Adj Y — ^ < — (jjud^Ull aJU. 

^a^C- 1 1 ^aUt £ S*1a1 AC-Loj ^ Y / A^J Y ^ ^aJ 

Lj^ A jL^JjuoI 

Atrovent inhaler (20mcg/puff) & 
Combivent inhaler 

^ Y <Jj 9 CliliiiiA j£Jl (J^jtlLajj V (j£l dlc-Laj 1 / Adj Y ^ 

Ajjuj 


V 




Asthma prophylaxis 

Beclosone inhaler (50mcg/puff) ^ 


Flixotide inhaler (50 mcg/puff) 

Intal inhaler (5mg) 

Kokast tab. (4mg) & Clear air tab. 
(4mg, lOmg) & Singulair tab. (4mg, 

5mg, 10 mg). 

Zaditen or Ketoti syp. (lmg/5ml) 

Quibron S-R or Minophylline S-R tab. 

(300mg) 

Predsol syp (5mg/5ml) or Hostacortin- 
H tab (5mg). 


(JLaxlLuoyi Jjlj jiill A i Ioaj Ioa ^ i ** '1 r,l , A / j X 

** \\ L 'Wll 

VV / Y - ^ 

dilc-Loj 1 / 4dkd ) 


j aj» , >1 6 jjjIj ^ic. ^joiSJ ^ jJl / ^ / ^uuj Y , 2 

Ajajoj Jaju A^j^A jjj 

~ JjaiSJ ^ lc» ^ >■ J j ^ Y * — ^ ^ 

(*QJ r j) ^jiii 

(jjiui La JS1 1 . 'J^“ u jd < _ 5 dl diVLaJl Loa ^ a-v"'. ,n 
c- j;.-' 1 : bid ^ L. * ■ >'Q ' ^^dl j ^ ^ Y 

Ai-Lol £ A (_JS 1 *. 1' ■ Aj^jjal^dl Ai-^iJI 

V » — Y » Idle. ^ Ac. (Jiy |_] ■ «ad t j*J (_]S d^- 1 jd 

( Ac-Cu £ A <_£ * 


Selgon drops 


Cough suppressants 

Jc. ~ k d j jl jdl iic. eid J Ae-ji. jdl / / <iaaj 


Selgon supp. (lOmg) , Eucaphol supp. ^dj jl ^ jdl d& Sia.lj Ac-ja. ^ ^ . / A^jd Y - ^ 

(5mg) jd^j^ 

Codilar syp. cs^ _>* £* £ >d« ‘ dAc. j^. Y“ ^ ^jdt / ^ ^ 

4_LuiLui^J| 

Sinecod syp. AjxaLuaJI ^ .id* t dAc. ja. Y“ ^ ^jdl / ^ ^ ^ 

i—W-kdl ^JUI ,JJJ ' ■ baj| 4jy 

Silomat syp. dj*A* t djl& j=>. Y“ ^ ^jdl / ^ ^ Y/^ 




Herbal cough drugs 


Cough suppressants 


Formix syp., Fast syp. 

C> ^ L^lju^a ^auuj Y , & <— 

- ajjoj 3^ 

Bronchair syp., Cough aid syp. 


— 4_Luo Axj 

Broncho syp., Alveolin-P syp. 



Herb cough syp. 

djloLuj A 3^ ^joj Y ,s * 

3^3 

Alveolin syp. 

Cljlc-LuJ A 3$ ^juj ^ <— 

— 4_LuJ AxJ 

Cough seed supp. (+ 100 or 
250mg paracetamol) 




Duphalac or Lactulose syp. 
Laxomag susp. 

Picolax or Normalax drops 


Laxative drugs 

(jpc- _>?■ j2l / Y/^ 

a^a Ac-^aJI / ^ 

^ o ^jc, V) ^31 Ale- 6*^1 J / 4 Jaaj 

^ a L>q < 


Glycerine supp. (700&1400mg) 
Enemax enema (100ml) 


3^ AiC> 4_JO}^3 < A V * * 

^j-lUjoj ^531^ Aic- 4 _joj^a1 < — a ^ £ * * 

~ Y ^ 'n j 4 Vq '■v 


Antiflatulent drugs 

Simethicone or Baby rest drops <c.Lja jJI ^ Lajj dl Y“ ac. jaJI / ^Laj ^ ° ^ * 

Dentinox oral susp. 4c.ldajll ±*-> Ujjj dl__>* V ^ Y , o <_ 4d« Jjs 

4£.Lja^)ll AxJ Llo^j djl^o V ^juj ^ < — Ajjoi Axj 


Drugs for hyperacidity 


Epicogel or Mucogel susp. 


Acicone chewable tab. 
Tagamet syp. (200mg/5ml) 


Afi-LiJa jll (JjS LajJ dll ^ya "l — A (J£ ^ua Y < — _J^d jjl 
Al^Lja^)3l diLc-Loa 1 — A (JS 
3^ dilc-Luo *1 — A 3^ ^joj ^ ^ ^ * •< — (jfiiuj ^-0 

JsVi 

dllc-Loj 1 — A (JS (JiJa 

3 ^^n 3^ £ — v ^ ic> ~ k j ^ 




Diarrhea treatment 

Aqua ream Z syp. 
(15mg/5ml) 

^ £ — ^ * G*1aI LjajJ JA ^auuJ Y , ^ •< — *1 JA 

^ajJ ^ £ — ^ * SAaI LiAjJ £ JA ^Jud ^ < — J j£jui 1 JA J4^t 

ORS 

Hydrosafe salt pack. 

Adlc. ^Jjoj s-La (Ja Y * * jajSJI 

Sja (JSJ ^uuj ^ * * -1 * < — ^ * ja (Jfli 

^auuj ^ ^ * * •< ^ J4^l Sc JM 

6JA 

Lohydran pack. 

Rehydro zinc pack. 

Lacteal fort pack 

^IjI v saa! ac-La ) Y (js ^.La l_jj£ ^jj l 

Acetorphan sachets 

-V S*1a 1 LlAjJ Clll JA V AC. J^Jl/^a^S ) */ JAjS Y/^ 

t 

Antinal susp. 

in late infancy & <— L«jjCjl^X'^o 

early childhood 
in late childhood <— 4*jj dil ja Y ^ ) * 

Smecta susp. 

Enteroquine comp. susp. 


Antiemetic drugs 


Motinorm or Motilium susp. 

dAc« J^ £ — V C- / ^7^ / ^ 

Motilium supp. (10 & 30mg) 

j£aJ ^ Clllc. J^> V-Y ^ic- j£aJ / ~ 7 ^ / ^ 7 ^ A ^ 

Y / ^ ,lklj ^ 7 ^ ^ * (Jila jl ( Ac. j^Jl Aic-LjaA 

AC-Luj ) Y (JS £jJa jll 

Gast-Reg susp. 

Ad^jll (Jj3 dAc- J^ £ — V ^lc« 1 ^ 

4X-Luj C. Q >■ 4J 

Primperan drops 

4x.Luj Y/^ Cj iI^)a £ / A la^j 

Primperan syp. 

(Jj3 diLc-^^ £ — V ^ 5 -^* Y / ^ 

X ^ ^ rx. ^ \ j A Qr^l ^ ^ C _^ ^ ^ ^ A rx .1 t ^ 

Primperan amp. (10mg/2ml) 

4x«LjaJ ^ Y (_jju!aC' ^ * / ^auai ^ 

Cortigen B6 amp. (50 & lOOmg) 

^ja < — Ai^-Loj ) Y / ^ ^ * (JjJaC- A Vq^'1 Y / ^ 

dilj) un — Y < — 4x-Luo ^ Y / p'y a ^ * (_ Jj^aCr A 
Cllljjjuj 1 <jA < — 4x-Luj ^ Y / ^a ^ * JjJaC. A Vq^k 

Zofran 4 mg amp. & Danofran 4 , 8 mg 

ac>Ijuj ^ Y Ac. j^JI (3 ^a Y < — ^ ® — A ja 

amp. 

aoLuj ^ Y Ax^ j^J! j%\A £ < — ^ % ^ ^ 

AC-Liuj ^ Y AC. ^\A A < V * JA J4^l 

= (3^a £ jlj^jjl^ll ^ (JjJlaVI A-ii^. YV,^ = 

A (in V * = ( 3 ^a A 4 A-n^. ) 1 

Jaia j-aLk JJjJj ^aA^JjuaJ 

j jIaj£JI 


extra pyramidal manifestations Jt ^ bbb 


1- Akineton amp (5mg/lml). 

^jxuaJJ ^ lit 'VaaSJ X » Jbt-J J 'UjS-I X » Jc. (JjA a ® • Jc 4c- / (=»?>■* X 

2- Akineton tab (2mg). 

^aJc. ^3 A£.Luj jl (jLaJ eLa ^ld ® ^3 X /X laj 

3- Phenergan syp. (5mg/5ml) 

Sa^Ij A£. !-»»"' X/X 


^ . 




Spasmolytic drugs 

Pedia water or Grip water or Aqua 
vera or Calm G syp. 


Visceralgine syp. (10mg/5ml) 

^ djLc. V" . g Ic. ~ - '’Q i j ~ ^ j ~ i a Y/^ 

(jiilu) 

Farcorelaxin syp. (5mg/5ml) 

jsVi <J^ ^ r _ y jc. ^ ^ ^ y/i 

Buscopantab. (lOmg) 

Y * / 

Spasmin inf. Supp. 

jLja-aj (jSjai* AjulSjS (, iimi 

t 4 i ^ Vq ^ \ \ 

^ ^ J’ 4juj Y / ^ < — (JjUjuj (Jj5 

( j j$-4 7 a* clA^ 

-lie. jl s^a < — (jjHi ■ " 

Visceralgine amp. (5mg/lml) 

LlojJ dil^a £ ^ Y/ ^ 

Buscopan amp. (20mg/lml) 

Llg 6^.1 J ^ * / ^JUJ i/) 


Macrolides antibiotics 

Erythrocin or Erythrin susp. 
(200mg/5ml) & Eryped susp. 
(400mg/5ml) 

^ j ^jV v ^ lc» ~ >■ j ^ ^ * — v * 

JsVicy 

A ♦ = ^juj ^ ^ Y * * ^ £ * — ^auuJ ^ 

<*?-* * * * j£ jj 

Klacid susp. (125&250mg/5ml) 

^ Y ^ ^ ^ a j j a ^ ^ 

^ 0 * — ^ ^ ^ Y ^ A Y ^ — ^auuj ^ 

f*-* x o , jj£ JJ ^ 

Zithrokan susp. (100&200mg/5ml), 
Zithromax (200mg/5ml) 

V SaaI 6^.1 j / Y / ^ 

(jSVl -A*J jl <C.LudJ (JSVI ^\J\ 

V SaaI 6^.1 j 6^)^ >q Y * * 

^ jjjjjill dlVl^ ^ Aic.1 

^uuj V * ^uuj Y Y ^uuj ^ ^ 

Roxicin tab.(150mg) or Roxid 
tab.(300mg) 

jJjjC. ja. ^jlc. ^uiAJ ^jjll/^£/|X^S A — o 

Spiracin inf. Supp. (650, OOOiu) & ped. 
Supp.(l,3 m iu) or Rovamycin sachets 
(750, OOOiu) or Rovac tab. (1.5 & 3 m 
iu) 

^gic. ^jaii 6^ J k_all V * * -L_a]l ^ ° * 






Aminoglycosides antibiotics 

Garamycin or Gentamicin amp. (20 
mg/ 0.5 ml) & (40mg/lml) & 
(80mg/2ml) 

A ^ 4 J 4x«Lu2 ^ Y 1 / ^ 7 ^ / ^ V- ^ 

J dllc-LoJ 

^ Y JS j»j21 / ^ ^ Y < — neonates 

^C-Ljuj 

<!L^. ^ j 4 * A W Jl (jC* SjLjl (. - V 

j£Jl C V)\ h j 4juLLa G_L^J 

Amikin or Amikacin vial (100mg/2ml) 
& (250mg/2ml), Amikin (500mg/2ml) 

J (_jjdaC- A^-Luo ^ Y ^ *■ aiS j j / ^7^ ^ Y * - ^ ^ 

jl <1 La (JS JUill ^ ci 2 ^ V (JjLuo ^jSJ JL 13 4jI tiUL 

JdA J Jla* ( -^A Ja 3^L g.1 L>c. 

Nebcin vial (20mg/2ml) & (80mg/2ml) 

A r yj ^ ^ a!) s-ljJ (Jsl 4 ^jjjaLLal 

Neonates J' c«4 <^K]I ^ 


Miscellaneous antibiotics 

Metronidazole 

Flagyl or Elyzol infusion 
(500mg/100ml) 

dllc-LoJ A 

Clindamycin 

Dalacin-C amp. 
(300&600mg/4ml) or Dalacin- 
C cap. (150 &300mg) 

YLY Jc. ^ajuaij ^ jJl / ^ ^ £ ♦ _ Y ♦ 

( djjj jl ji JlL) Cj lie. 

Vancomycin 

Vancocin vial (500mg) or 
Vancomycin vial (lOOOmg) 

£ — V ^Jc« \ a ^ * — £ * 

Nitrofurantoin 

Uvamin retard cap. (lOOmg) or 
Macrofuran cap. (50 & lOOmg) 

(Jlk. Jc. ^ X xill ^ jJl / ^ ^ V — G 

Imipenem 

Tienem vial (500mg) 

£ — V ^ ^ ~ x jo£ J ^ * — Y * 

kjaliil J 2u^) j ji djtc.^. 

Doxycycline 

Vibramycin cap. (lOOmg) or Doxy 
MR cap. (lOOmg) 

^ Y (jJAC'^a. Jc. ^ > u Vi ^ jj]| / V — ^ 

Ac-Lda JI j o-Lj! j CjI A (Jd3 4 A£-Luj 

Chloramphenicol 

Cidocetin vial (lOOOmg) or 
Cidocetin susp. (125mg/5ml) or 
Cidocetin Supp. (125) or Cidocetin 
cap. (250mg) & Streptophenicol 
susp. (125+125mg/5ml) 

£ - V ^ a i<Q i ^ ^ ^ * 

jl (JjJaC- jl d: 

Jj' is* £ 

in meningitis f • • A 1 ^ -A? 

Thiophenicol 

Thiophenicol vial (750mg) 

djl^ V ^ jJl / ^ ® * 

jl (JjJaC.^ 

in meningitis ? j^V^/^Y * * Jl jjl dj J 






Penicillin antibiotics 

Depopen or Pencitard or Retarpen vial 
(1.200.000u) 

^ jV ) nJ V — X (J£ (JjJaC. / 6^ J 0 * , * * * 

AjjujLoi^ jLikl 

x/> xv jst 

4_LA£ 4 jlaJl < — X V (j-a 

4-l3j (jljjill ^ (j-a ^ 

Penicillin G or Aqua-pen vial (l.OOO.OOOu) 

CjIc-Luj 1 (J£ ^ x nVi ^ jJl / ^ * * , * * * — ^ * * * 

jl 

/ s^a.j !“•*,*•* <— meningitis, pneumonia ciiVU. 

c j4' / 

J£ neonates Vj <>>1 uAAl' 

(ac-Luj ^ X 

Ospen susp. (400.000 u /5ml) or Cliacil 
syp. (300.000 u/5ml) or Ospen tab. 
(1.500.000 u) 

dllc-Lol A — 1 ^a jJl / / 6^ j G * , * ♦ * 

Ampicillin susp. (125 & 250 mg /5ml) 
or Ampicillin cap. (250 & 500mg) 

Cjlc-Lul *1 * x J j / ^ 7 ^ ^ ^ ^ * 

Ampicillin vial (250 & 500 & 1000 mg) 

J dllc-Luj 1 (_]£ a x » Vi ^ ^ * 

meningitis & Jl diVU. <— ? jJ! / ^ ^ V . . _ X . . 

sepsis 

Biomox susp. (125 & 250 mg) or 
Ibiamox susp. (200&400mg) or 
Delpedox Susp. (400mg/5ml) or 
Hiconcil drops (lOOmg/ml) or 

Farconcil vial (250 & 500 & lOOOmg ) 

V lc» ~ a J j j A ^ * — 1 ♦ 

(4JJJ j' 

Ampiflux cap. (250 & 500mg) or Flumox 
cap. (250 & 500 cap) or Flumox Vial (500 
& lOOOmg) 


Unictam 250 susp. Or Unasyn 250 
susp. or Ampictam 250 susp. 

dllc. V — X ^ajaiii ^a jJl / / ^JUI X — ^ 

Sulbin or Unictam vial( 375 & 750 & 
1500mg) or Ampictam vial (750 & 

1500mg) or Unasyn vial (375& 750& 1500 
& 3000mg) 

^Lc-Ljoi ^ X / ^7^ / ^7** ^ V ♦ ♦ — ^ ^ * 

^ X ^ V O * 4 V<w ) * (Jila lar ) 

4X-Ljuj 

Unictam or Ampictam or Unasyn 375 tab. 


E-Moxclave susp. (156 & 228 & 312 & 

457 mg) or Augmacillin susp. (228 & 

457mg) or Hibiotic susp. (230 & 460 mg) or 
Megamox susp. (228 & 457mg) or Curam 
susp. (156 & 228 & 312 & 457 & 642mg) 
or Augmentin drops/ Susp. (156 & 312 & 
457mg) or Newclav susp. (457 & 642mg) 
or Klavox susp. 457 mg) 

CIiIx-Ijuj A t V ^ *■ joA J j j jxa^Q H * — *X * 

j?- ) Clavulanic acid Jl JjVI <j& 

( ^ jJI / 1 , £ djLLi! 


)r 




1 st generation cephalosporins 

Cephalexin 

Ceporex or Keflex susp. 
(125& 250mg/5ml) 

v ^ ic* ~ k j a & * — y & 

4-ac.l Ks-kA dilc-Luj A 

Cephradine 

Velosef susp. (125 & 250 
mg/5ml) or Velosef cap. 

(250 & 500mg) or Farcosef 
vial (250 & 500 & lOOOmg) 

v ^ ic* ~ k j a^jIi / a & * — y & 

j! CjIc-Loj A 

Cefadroxil 

Curisafe drops (lOOmg/lml) 
or Duricef susp. (125 & 250 
& 500 mg/5ml) or Biodroxil 
susp. (250 & 500mg/5ml) 

) y \ ^ * — y ^ 

2 nd generation cephalosporins 

Cefaclor 

Bachelor or Cefaclor susp. 
(125 & 250mg/5ml) or 
Bachelor or Cefaclor Cap. 
(250 & 500mg) 

_ Y . = 2 nd generation ^ JS1 Xc. jaJI 

ja. jixuaj ^Jjll / £ • 

Cefuroxime 

Zinnat susp. (125mg/5ml) or 
Zinnat tab. (250 &500mg) 

Cefprozil 

Cefzil susp. (125 & 
250mg/5ml) or Cefzil tab. 
(250 & 500mg) 

3 rd generation cephalosporins 

Cefpodoxime 

Orelox susp. (40mg/5ml) or 
Orelox tab. (lOOmg) 

<oLuj ^ y ^ ^ ~ k j j ^ ^ ^ j ^ ^ ^ a 

Cefixime 

Cefixime susp. (100mg/5ml) 
or Ximacef susp. (100 
&250mg/5ml) or Ximacef 
cap. (200 & 400mg) 

A^-LoJ Y £ (JS 6^.1 J 4-C-^}^ ^ jJl / ^ A 

Cefdinir 

Cefdin susp. (125mg/5ml) 
or Cefdin cap. (300mg) 

1 j! j ^ j ^ 11/^ ^ ^ 7 ^ ^ £ 

Cefotaxime 

Cefotax or Claforan vial 
(250 & 500 & lOOOmg) 

j* ^ f j4' / ^ ^ _ o . 

jl (JjJaC- 4 x-Loj ^ Y (JS 
CjVUJI <_gi Y * » J] <e. jaJt Jj jj 

q ^Uuudll Cjl (g llVl SAjAjudll 

Ceftriaxone 

Ceftriaxone or Cefaxone vial 
(250 &500& lOOOmg) 

k jj 4-11 x til 

4-C.LoJ Y £ (J£ j 4-C-^}^ ^ajJl / ^ * 

aJUAjill dlVl-aJl ^ jJl / / ^-0 A ♦ Jl Jjjj 

acute meningitis, pneumonia <_&* 

Cefoperazone 

Cefazone or Cefobid vial 
(500& lOOOmg) 

_j) (JjJaC- 4x-Loj ^ Y 


> £ 




Ceftazidime 

Cefzim or Fortum vial 
(250&500&1000mg) 

^ lc» ^ a j j ^ 7 ^^ / ^ ^ ^ * 

4iJJ j) J+afr 

4 th generation cephalosporins 

Cefepime 

Maxipime vial 
(500&1000mg) 

^ ^ 1 i j j ^ ^ % % o ♦ 

Ajjj j) J+afr 


Co-trimoxazole antibiotics 

Septrin or Septazole susp. (40mg+ 
200mg/5ml) 

^Lc-Ljuj ^ Y ^glc« ^ ^ - Y / ^ 

Sutrim or Septazole tab. 

(80mg+400mg) 

^ X (JS ^glc< ^ajuakj / ^ 7 ^ X * / 1 x 

4_C-Ljuj 

Septrin D.S tab. (160mg+ 800mg) 

<c. _)aj| 4 or.l , 

4^-LjaJ ^ Y ^g lc» ^ k j j Y * / 

fil-La dlLl^S L_J^juoJ Jilall Ac* jx> 7 ^x>'l d^A Ajj^l 

Uuil cii'iU ji^j Crystalluria J' <J& j'-^ c - '-*'-*-* 

V (Ji 2 Jjill 


Prophylactic vitamins and minerals 

Vitamin C 

Cevilene drops (lOOmg/ml) 

^glia. ^aj-J (jjuo (j-G LlgjJ -laid V — ^ 

^juo o * — V * g.1 ^gi^j < — cIh^^ ^ Cy^ 

£ jUa Jtajjj 

Vitamin D 

Vidrop drops or Vitamin D3 
drops (lOOiu/drop) 

4_LuJ ^glia* (jjud j* l_LajJ Ja£j £ 

^ajj ^jjaj (j* L^JLaxJjojI (JjJaSJ Inh 

Pedical syp. (400iu +50 mg 
ca /5ml) 

Llo^j ^uuj ^ 

Iron 

Fer-in-sol drops 
(15mg/0.6ml) 

^gi Llg jJ S^Uafi Y / ^ 

4 4 e*’,! l 

Hydroferrin drops (50 mg/ml 

Llg jJ S^jLlafi t/) 

Sytron syp (27.5mg/5ml) 

Llo^j ^uuj Y , ^ 

Vitamin K 

Konakion MM pediatric 
amp. ( 2 mg/ 0 . 2 ml) 

= ^ ^ ^ ^ (JjJaC- Ale- ^gJaxJ 

^4 Vq^ \1 l (ii 

Vitamin B 
complex 

Beco- C or Medivit syp. 

1- Febrile patients on oral antibiotics 

2- Patients on I.V. fluid > 3 days 

Multivitamins 

Bebe-vit drops or Fruital 
syp.(5,000iu A/5ml)- 
multivitamins 

-laij ) * - Q 

LlojJ ^juj ^ 


) O 




Therapeutic vitamins and minerals 

Vitamin C 

Cevilene drops 

ClAxLuJ A (J £ Wq 1 ) * 

Vitacid C eff. Tab.(lOOOmg) or 

Vit- C chewable tab. (500mg) 

f ^ ^ ^ * * 

Vitamin D 

Decal B12 syp.,Vitacal syp., or 
Calcical syp. (1000u/5ml) 

V o2La! dllxljuJ A j ^ ^ 

Devarol-S amp (600,000u/ml) 


Cal-D-B12 amp. 


One alpha drops 

Ll^^j Sa^I j ^ j 

Vitamin K 

Konakion amp (lOmg/ml) 

^ x n Vi Aj^jj jl JjAac. aLgIS A — A Y / ^ 

U pc-J* y 

Vitamin B 
complex 

Beco- C or Medivit syp. 

l-LG Jj dj! V — Y 0 

Iron 

^ O _ ^ 

jj » 

1 = £5^ 

fJA' 

Hydroferrin drops (50mg/ml) 

^ Ax Luo ^ Y bj)\ Wq'l * , 1 

i_i^aj ^ jj£I j JJ 

(SjUaS 

Ferose syp.(50mg/5ml) or 

Vitaferrol syp.(38mg/5ml) 

^ * jjjl AxIjuj ^ Y ^jojV -< — A Un lllj 

^ Y Ajjanll J 

^ * jjj] Ac-Loj 

Multivitamins 

Bebe-vit drops 

Llg^j ) — Y / ) 

Calcium 

Ca gluconate amp. 10% 

(lOOmg/ml) 

f- ladJ Aj^)j Ax^)^Jl/ *' — A^a^joi 

(jjlaj W -o jl.i* ^ t VjjjlS <» jV 

l il L_a3jjj AxLojuJIj L_lkll 
k VlVunjj L_llklt dAj^jJa <Ja*^g ^ j^laLj 

4 aIajla! lil 

^ .jjUl .He- AxLuj AxJ Ax^)^Jl 

Hi-cal syp. (78mg/5ml) or Maxical 

D syp. (150mg/5ml) 

JjJC, ^ A • _ t • 

Magnesium 

Magnesium sulphate 50% 
(500mg/ml) 

JjJaX jl c-JaJJ Aj^)j 

Magnesium sulphate 10% 
(lOOmg/ml) 

(_jjAaX £.JaJLJ ^ ^ ^ / ^auuj ^ 

K 

K-chlor syp. 6% (4mEq/5ml) or 
Potassium syp. 15% (10mEq/5ml) 

V-X ^ilb /^ai/mF,q £ — \ 

JjJ! ^aA^lLuaJ 

CjV3^^ Cy AAlSilt jjj£jjJjojI jSJl djVl-a. 

e_aLL^Jlj Ajj^uu^aII 


n 




Antifungal drugs 

Nystatin 

Mycostatin or fungistatin 
drops 

•IxJ Cjlc-Lud 1/ 4 j\ 

) * -V 1 

Miconazole 

Daktarin, Miconaz, Micoban 
oral gel 

^ » - V eial Clllc-Loi *t / Aixld i /) ; .in ■ jj Jil 

f U 

) « -V Sial dil&Lui 1 /4£x]a Y /) ; (jjjlui (j»a 

f U 

Fluconazole 

Diflucan syp. (25mg/5ml) 

^jul& 1 J)\ 4X-^^ ^ ♦/ ^auuJ ^ Y - *1 

CS^ 

Diflucan cap. (50&150mg) 

* ■ ‘' Q i o.li.1 ^ ^ 

Diflucan I.V. infusion 
(100mg/50ml) 

p >> *iVt jt j 4x-^)^ lajjllll J ^ l-V 

^ Y J) ^ Aijj . clM^ J*- lJz- 

^AjAjoiII ^g-3 a i 1/ ^ ^ ^ 

Griseofulvin 

Ultragrisofulvin susp. 
(125mg/5ml) 

Jjjc, ^ ^xu£j ^ • / j»xu £ 

Ultragrisofulvin tab. (125mg) 

ja. ^Ic- ^xuii ^jjll/^£/^a-« ^ • 

Amphotericin B 

Fungizone vial (50mg/20ml) 

%° jj^jV 0 * * J! <-M' 

$. jjJall 4^.L^.^lt L_L^Jj <C.Loj Y - ) 

S-tjJ !^\ 4^Ljal 


Eye medications 

Antibiotics 

Neo-myxidin or Neo- pol or Tobrin 
or Iso-Miphenicol eye drops 

LlgjJ ^3 4-laaj Y - ) 

Llg jj CIjI A- l <^3 

Terramycin or Tobrex eye ointment 


Decongestants 

Prisoline or Nostamine E/N drops 

t-LGjJ djt^C £ L_ajVl j\ 4 L>q i Y _ ) 

-Lais ^\S\ £ fiJLal 

Anti-allergic 

Alomide or Epichrome eye drops 

Llg^j djl^o V 4-laaj Y - ) 

(jLalj AL^la 

Corticosteroids 

Isopto-Maxidex eye drops 

^\j\ £ Llg^j djl^a £ 4 Y - ) 

^l^'Vunt^ Jals 

(Glucoma c> uj^4' 

Corticosteroids 

+ antibiotics 

Isopto-Maxitrol eye drops or 
Dexatrol E/E drops or Apigent-P 
eye drops 




Ear medications 


Analgesics Otocalm or otal ear drops 

Wax softeners Remow ax or Ear wax ear 

drops 

Antibiotics Otoxin or otophenicol 

ear drops 

Corticosteroids + Dexatrol E/E drops 
antibiotics 


LusjJ A Jaflj Y — ^ 


Nasal medications 


Flixonase spray or Beclosone inhaler 
(has nasal part) 

Nasotal or Cromolyn nasal drops 

Vibrocil gel 
Physiomer baby spray 


Llo jj (JJJ J-a c_ iiVU Adj Y — y 

(jjlLuo 

AjLa^ll I <L jla dll jail l^SUxluil (ji-aJ < SjVIj ** falj Y - ^ 

ui "l ^ L L Q I AjjuiLui^ 

LusjJ Y <»_kj^U (_la. 

(A jW £ ©) TtLoIl J a dll^JaS ijc. I N .^ .Ilia Ja» ^ i «.La 


Valium syp.(2mg/5ml) 


Sedatives and hypnotics 

Chloral syp. (500mg/5ml) ^ ^ V° ] is ^$-a£ ] 0 

[ ^ * (j Afr^)aJt/^jj Y*J 'i.1^.1 j A <-, -n. j - ^ V - ^ V » 

(bitter taste) J! JdaL 
Valium syp.(2mg/5ml) l$^& ^ > * jjjl Y ,o 

fjj a& ^ * Cj J) Ac. ^ 1 1 J i O 

° JJ J* Ajfr ^ c, Cu <■ .Ixj A£.^aJI jIjSj (jS-aJ 

o\l Ac.^i. < a» , ^ ^jIa^ Ac.^aJ| 

A ;» jaLall AjljjoVI t^all j i i_llfi]l ^sjoij 4 jJaLLdl i b j . ..al I JiLa A-U^aJa. dl]' od all (_Jj 3 ali AjjJ^I s^A 

Ketalar amp. (500mg/10ml) j' ajjj ^j^'/^/f^ ^ - Y/^ 

Jdafr Ax. jaJl/^ ^ V - r 
Used in short term sedation before minor surgery 





Anticonvulsant & antiepileptic drugs 

Diazepam 

Neuril or Valium 
amp.(10mg/2ml) 

Alc» A*J t 

$.1 (_5V Ig-Q-bAaJ jl l qq Vi 

Respiratory arrest may occur esp. with 
rapid injection or high dosage 

Y » - ^ © j (J^jxLoll j 1 ■ ^ (jl JaaV 

>1 ■ >i ^ f.Uac.1 i jaj dtla. ijull ^ ^a.j A2LaIia.l Alla. 

CluSjlll ^3 (JjjtiAll CjUAaiill 

Phenobarbital 

Sominaletta 

amp.(40mg/ml) 

«3ajj j j Ac. ^jaJl /aa£/ ^a-a Y » - l © < — dila i tjjjl] 

(jjlaj Y“ (^^Ic- 

^Ac * ■ .' Q ' ^Aaaj ^ ^ ^ — AjLaaA] 

U“C- 

Respiratory arrest may occur 

Phenytoin 

Epanutin 

amp.(250mg/5ml) 

«3aJJ j j Ac. ^jaJI /aa£/, ^aa^a Y » - l © < — dlla. i Aiill 

(jjlaj © ^ 

^Ac * ■ .' Q ' ^AaJU ^aS/j^a-a © < — AjLaaA] 

(jjAc- ja 

Monitoring of the heart is essential as 
serious heart block may occur 

Sodium 

valproate 

Depakine 
syp.(200mg/ml) or 
tab.(200mg) or Convulex 
drops (lOmg/drop) 

CAtc-J^. V-Y ^juiSj ^ V ♦ — Y * 

^ * - * * J] ^© j 

Al^-LuJ ^ Y ^jy\\/ L>Qi < ill Ajjalillj 

Carbamazepine 

Tegretol 

susp.(100mg/5ml) or 
tab.(200mg) 

V-Y ^ lc» ^ *■ AiS j a 1 1 / ~ ^ ^ ~ ^ Y * — ^ * 


Anti-tuberculous drugs 

Rifampicin 

Rimactane syp. (100mg/5ml) 

Or rifampicin cap.(150&300mg) 

(Jj3 <C-Luj fcA^Jj ^ jJl / ^uuj ^ — Y/^ 

(f ^ ^ * ) jUaaVI 

INH 

Isocid tab.(50&200mg) 

fcA^J j ) &- ) * 

Rimactazid tab. (60+60 & 150+300mg) 

U+'+^'+U + ^ j!+j jj' 

Pyrazinamide 

P.T.B tab.(500mg) 

Sa^.1 j ^ ^ £ * _Y * 

Ethambutol 

Etibi tab. (500mg) 

6 &A^J j Y ♦ - ) Q 

Streptomycin vial (lOOOmg) 

" a J* J+aC. t * - Y • 






Miscellaneous 


Immune stimulants Mulone or Immunvita 

drops 

Immulant syp.(90mg) 
or cap.(200mg) 

Broncho- Vaxom cap. 
(3.5 & 7 mg) 


Atropine sulphate (1 mg/ml) 


Lasix amp. (10mg/2ml) 


Hepaticum syp . (5 Omg/ 5ml= lg/1 00ml) 


Digestin syp. 


Uripan syp. (5mg/5ml) or tab. (5mg ) 


Li/s jj dl^<a V-Y ) & 

dli^G Vd ^auuj ^ ^ 

dl^a V- ) A ^ x 

Llg J j V , o a! jjuu£ < dll jlui 1 {> J^ (JSI 

a V A. x < — dl jlui *1 ^}dl 

Jh 1 ^ S ^ \ s H ^ A J 

jl V Sd] (J£ ^»ljl ) * ^-^ixJl 

(Jx ) ^ aidall J jl^Jl (j-a J* * 

1- £ Axj (Jjdc> jl Az> 1/ (jd Ja^juj 

S^)j^)jJa3l dCr uIdLuj 

— dlc^j^ V - Y lc> ~ x J J i 1/ ~ ^ ^ ^ ^ ^ 

^LlgjJ dl^o V (J* ^ * 
LlojJ dl^-a V A Iasi ) Q_A < — <Luj (Jsl 


l-LG jJ dl J-G V ^uuJ Y , G 


r_ ^ 


(jSSft -Axj jl e-Uj! Llg jj dl V ^auai ^ •< Aa juj ^ Y - V 

dl jlu: *1 ^jjud ^ ^ 

<Lc.LuiJ ^^ill 




13-<— ^ 

@ rhttps://www.facebook.com/fatraemtiaz/posts/690059661052751 

16-Quick reference^lj>? 


jSljia 4_nla]l (Jjllaail £e-alj^)j 




lT&lS - ^)^^ Cf" lg_iJ Aj jS^\ (jc. oj^Ia 


(JaSi H Ajjjjj <__uaj-a 


WSjSi* 

bjllA 


it 





Drugs and pregnancy 


Category 

Trade name 

Analgesic anti-inflammatory 

Panadol/Abimol/Cetal 

Anti - Biotic 

Flumox/Hibiotic 

Mucolytic / Expectorant 

Broncho 

Cough suppressant 

Guava 

Immune - stimulants 

Immu - C/Fluran 

Broncho - dilators 

Bricanyl 

Non sedating anti - histaminics 

Kestine 

Anti - spasmodic + analgesic 

Buscopan Plus 

Anti - emetics 

Motilium/Cortigen B6 

Antacids 

Mucogel 

Laxatives 

Lactulose 

Intestinal adsorbents 

Kapect 

Intestinal anti - infective 

Antinal 

Diabetes Mellitus 

Insulin Mixtard 

Anti - hypertensive 

Aldomet 250 mg 

Calcium supplementation 

Cal - Mag 


Drugs and lactation 


Notice 

Drugs 

Safe drugs 

Paracetamol/Ibuprofen/Penicillins/Amoxicillin/Erythromycin 
Bronchodilators /Anti-histaminics /Corticosteroids 

Most anti-hypertensives/Drugs for diabetes 
Anti-helminthics /Anti-fungal 

Nutrition supplements 

Possible side effects 

Psychiatric drugs /Anticonvulsants /Sulphonamides 
Cotrimazole/Fansidar/Dapson 

Must be avoided 

Chloraphenicol /T etracyclines /Amiodarone /Theophylline 
Hypo/Hyper thyroidism drugs 

Stop lactation 

Anti-cancer drugs 

Radio-active substances 
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D.M. in practice 


Intro 


a. It is acommon dis. 

Egypt . 

world 


25% 

26% 


Female. > 

Male. 


2.5 

1 


b. Controlable dis. 

c. Serious dis. -> due to ( Complications ). 

Within (10-15 yrs) -> Vasculopathv: 

1. Retiopathy. 

2. Nephropathy. 

3. Neuropathy. 

Def : 

It is ametabolic syndrom characterized by impaired CHO metabolism with 
hyperglycemia ± glucosuria due to relative or absolute deficiency of insulin . 

N.B : 

Absolute deficiency of insulin is common with ( CMV & Coxaki .V ). 

Causes : 

1. Primary (lry):- 

Type I , Type II , Gestational . 

2. Secondary (2rv):~ 

Pancreatic, Endocrinal Causes. 
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1) lry • Type I (autoimmune) ( 10-15% ). 

• Type II (Genetic) ( 85-90% ) _ The Commonest . 



TypelJIDDM). 

TypelljNIDDM). 

Epidemiology 

Younger <20 vrs.old. 

Usually Thin. 

'Tin North (European). 

Seasonal incidence. 

Older >30 vrs .old. 

Often Overweight. 

All racial groups. 

Pathogenesis 

Autoimmune disease: 

Islets cell autoantibodies. 
Insulinitis. 

Associated e other 
autoimmune disaese. 

NO immune disturbance. 

Insulin resistance. 

Genetic factor. 

Clinical 

Absolute insulin deficiency. 

May develop ketoacidosis. 
Always need insulin. 

Relative insulin deficiency. 

May develop hyperosmolar 
state. 

Need oral hypoglycemic 

drugs&may need insulin after 
failure of B-cells. 

Biochemical 

Disappear of C-peptide. 

C-peptide persists. 


, < 1 uj T » -Y » Sjoill JLuu ( _^1\ Lg&J ^ jJjj Vj I aWKa tilUA j 


Special-types:- 

a) MODY(Maturity Onset Diabetes of the Young): 

• MODY - It's Not Type 1 and Not Type 2, but Something Else 

• MODY forms of diabetes are believed to affect around 2% of all people diagnosed with both type 1 
and type 2 diabetes. 

• Complications are similar to complications of Type 2 diabetes 

• Treatments are similar to those for Type 2 diabetes. 
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b) LADA(Latent Autoimmune Diabetes of Adults): 

•Also known as. Diabetes Type 1.5, It is a term coined by Tuomi et al. in 1993. 

• Which is a form of slow-developing autoimmune diabetes which has some genetic overlap with both 
Type 1 and Type 2 diabetes. 

• Up to 20% of people diagnosed with Type 2 diabetes are not overweight. If you are one of them, it's 
worth doing some research to make sure that you don't, in fact, have one of the forms of what are often 
called "Type 1.5" diabetes, forms of diabetes that many doctors do not know about. 

•Treatments are similar to those for Type 2 diabetes. 

Characteristics of LADA : 


• Adult age at diagnosis (usually over 25 years of age) 

• Initial presentation masquerades as non-obese type 2 diabetes (does not present as diabetic 
ketoacidosis) 

• Initially can be controlled with meal planning with or without diabetes pills 

• Insulin dependency gradually occurs, frequently within months 

• Low C-peptide levels. 

• Unlikely to have a family history of type 2 diabetes. 


• Gestational . ... ( 5% ) : 85% -> resolving after labour. 

10% -> continue as D.M. 

5% risky for D.M. 


2) 2ry :| 

a. Pancreatic causes 1. Cyst . 

2. Tumor ( rare ). 

N.B : Tumor is not a cause of D.M as Tumor is commonly in the head of 
pancrease while Islets of langerhans presnts in the tail. 
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b. Endocrinal causes 

'I s 'l' Anti insulin hormones:- 

1. G.H -> Acomegaly. 

2. Thyroxin -> Thyrotoxicosis^ 

( Hyperglycemia > D.M ). 

3. Glucagon-> Glucagonoma. 

4. Adrenaline^ Pheochromocytoma. 

5. Cortisol^ Cushing's Syndrome. 

c. Drug-induced :- 

• Thiazid diuretics ( > 50 mg/day ). 

• Corticosteroid therapy. 

d. Insulin-receptor abnormalities 

• Congenital lipodystrophy. 

• Acanthosis nigricans. 

e. Genetic syndromes 

• Fredreich's ataxia. 

• Dystrophia myotonia. 

Presentation 

C/P:- 


5P : ( Polyurea, polydepsia, Polyphagia, Parathesia, Pruritis ). 

eAj c. 4_Lul 1I ^3 .1^. ^3 ‘ (_]' a— £. — q 

? ^ IgJlunj 1 u ■' j j 
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Examination 

• Dry tongue (viscid secretion )... lWj ... ->befor dehydration . 

• Recurrent skin infection ...( male & female ). 

• Recurrent vaginal infection ...(female). 

• Loss of Teeth. 

Presentation by complications. 


Investigations 

The Recent 


• F.B.S > 126 mg/dl. ( N : 70-110 mg/dl ). 

• 2h.P.P > 180 or 200 mg/dl. ( N: upto 140mg/dl ). 

• R.B.S >200 mg/dl. 

• Urine ananlysis ( glucosuria +++ ). 

• Glucose tolerance test. 

• HbAlc. 

The values between normal & diagnostic are called ( Pre-diabetic stage ): 

• F.B.S (110-125 mg/dl ). 

• 2h. P.P ( 140-180 mg/dl ). 

Pre-diabetic stage is no in need to medical ttt just : 

a. Diet control. 

b. change lifestyle by regular daily exercise. 

c. Follow up every 1-3 months. 
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HbAlc 


( N : 5. 6-6.4 or upto 6 ). 


V IaUc. C-Luoll c_ fljc-l (jUic. ^ Aii-a 


§ 4 ^ Aj^llu jixJ] A. Ujj^Lj A AjJa^alt c o^; AjV 


D.M 


<20yrs.old 20-30 yrs. old >30yrs.old. 

Type I . MODY & LADA . Type II. 

; <LalA CjUa^La 

• Any patient F.B.S > 350 mg/dl must be give insulin from the start to improve 
hyperglycemia then put suitable stratgy for ttt later. 


• 20-30 vrs .old :- (J .iLso 

C-peptide 

nU nU High normal / ±± 

Type I . Type II . 


• If diabetic patient need to be pregnant should be tight D.M control befor 
pregnancy. 

• Only insulin given I.V -> Short acting ( rapid act within minute ). 

• The best site of insulin absorption is Peri-umblical. 

• Early sign of dabetic neuropathy Loss of Vibration sens. 


• If F.B.S 'T night dose of insulin <_P' ^ 

• If 2h.P.P ^ ^ ^ day dose of insulin ^ _>?■ j 


• Each unit of insulin 4^ blood sugar by 15 mg/dl. 
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Treatment 

A) Non-pharmacological: 

Change Lifestyle ( Diet & Exercise ) (Type II £* 

B) Pharmacological: 


1. Insulin therapy. 

2. Oral hypoglycemic drugs. 


Insulin therapy 

^ ^ l l, 1 ' '.\J1 I 4_ji — 3 ^ 1 ^ 1 ^KjjLa 

Biochemstry: 

Insulin is aprotein consists of 51 a.a , 2 chains ( a_ 20 a.a + _ P 31 a.a) linked 
together by Disulphate link ( So, can't be given orally ). 

Endogenous insulin is secreted by P cells of islets of langerhan's of pancreas 
controlled by agene on the distal potion of short arm of chromosome 11 of P cells 
in the tail of panceas ( So, cancer head of pancreas doesn't affect insulin ). 

Insulin secreted as Proinsulin so, cleaved into ( insulin + C-peptide ) in equimolar 
rythm ( insulin molecule = C-peptide molecule ). 

Insulin is 3 times concentrated in portal blood more than systemic blood as,it is 
metabolized in the liver( So, half life of insulin is 4 min. ). 

But, C-peptide is nearly constant ( half life is 30 min. ) So, it is as equal in portal 
blood as systemic blood. 
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So , C-peptide used in differantiation between: 

a. Types of hypoglycemia as , it isn't affected by the liver . 

b. Exogenous & Endogenous insulin as, exogenous insulin not accompanied by 
C-peptide ( Medicolegal importance ). 

li jjta (JjlJj CjjSj La aau j ( 4 -Loj j « j V « ) (j-U jl ( 4_Lu] T » t Y » ) (j-D ^^111 

?4j| <_ J-aaj ^Lil! V J (Jj^l ^ jilt La& <_)& <■ 

P.P glucose + C-peptide ^ ^ ^ 

Hi 

I s glucose + 4, C-peptide -> Type I . 

/ T‘ glucose + ^ C-peptide -> Type II ( insulin resistance ). 

linsulin has 3levels in blood 1. Basal level bet. Meal . 

2. Bolus level related to meal . 

3. Dawn level ( 4-8 am) due to ^growth 
hormone&cortisol -> hyperglycemia^ insulin secretion (VIP). 

Uses of insulin : 

A) Therapeutic : 1. D.M. 2. Hyperkalemia. 

B) Diagnostic : 

In Hypopituitarism : ( insulin test ) 

Give insulin -> ^GH + / hglucose (normally). 

If -> 4^GH ( hypopituitarism ). 

N.B : Another def. Of D.M . ( qualitative or quantitative deficiency of insulin ). 
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Therapeutic uses of insulin with D.M : 

1. Type I _ D.M : ( Only insulin ). 

So, diet & oralhypoglycemic drugs aren't therapeutic measures. 
Oral hypoglycemic in Type I is acrime. 

2. Type II _ D.M : 

IF a. Secondary failure ( oral drug resistance ). 

b. Intolerance . 

c. Can't pay . 

3. Gestational ( pregnancy ). 

4. Surgery ( pre _ intra_ post_ operative ). 

5. Infection . 

6. Renal impatrment . 

7. Hepatic impairment . 

8. DKA Once DKA -> always insulin. 

N.B : 

Normoglycemic state -> fasting < 110 mg/dl. 

P.P. < 126 mg/dl. 

IF pregnant -> fasting <90 ( N : 60-90 ). 

P.P. < 120 ( after 1 h of eating ). 
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Types of insulin 


1. Short acting insulin : 


( (J j'q'i i 1 ^3 ) 


U) 


• Not rapid acting. 

• Short = Soluble = Regular = actarapid =crystallin. 

■ ® 4-llc. ij\ ICajl jAj ( ^1*11 ) tl ( (Jj Ijll )... LS-^J 


■ (jjl ^1 'CalS ( j-a iClllj H'C 



Act rapid ( short acting ) 
5 LE. 


Lantus ( long acting ). 

60 LE (JbiLuVI ^ (_A«j 


Short acting : Onset 

Peak 

Duration 

30-40 min. 

150 min. 

6-8 hrs. 

Example 



•Humilin R. 



•Actrapid . 




NB : Short acting insulin has no relation to half life as it adminstrated SC (slow 
release). 

Disadvantage : - 

a. Not rapid enough. 

b. Its peak doesn't match with glucose absorption peak. 

c. Variable time of absorption (15-90 min.)_ Unpredictable. 

i 

( Lag time = time of onset of action). <-£ u4 t s* <11^1 
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2 nd Lee _ D.M in practice 


Lag time is Aspecific for everybody <_£a j ^ c> 

.A-llo j-a 


2. Ultrashort acting insulin = Rapid acting : 

( 2 Types ) 


a. Insulin aspart ( Novo rapid ) : Onset 

Peak 

duration(half life) 

10 min. 

45 min. 

1.5-2 hrs. 

b. Insulin lispro : Onset 

Peak 

duration (half life) 

20 min. 

2 hrs. 

3-4hrs. 

i iluj j ^ (jjLudll ^ jl 11 <l£joui 4j.ii • ■AjJj-a 


I^1£LiA c^IjV 1*1^ L-u mLLo 4Jl • 

. Glucose absorption J Peak... J' • 


3. Intermediate acting _ N : 


( l Types ) 

a. NPH ( Natural Protamin Hydragin) = Insulatard = ( Regurar + Protamin ). 

Ex:- • Humilin N ^ a :> j 

b. Lente = Monotard = ( Regular + Zinc ). 



Onset 

Peak 

duration 

NPH 

2hrs . 

4-6hrs. 

14 hrs. 

Lente 

3hrs . 

8hrs 

16 hrs. 
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2 nd Lee _ D.M in practice 


4. Long acting : 


( 2 Types ) 


a. Ultralente ( insulin + zinc ): 

Onset Peak 


4hrs. 


lOhrs. 


duration 

20hrs. 


Disadvantages :- 

Unpredictable at all as regard time of onset or peak or duration 
even for the same patient. 

b. Long acting analouge : 

1. Glargin ( lantus ) 80 LE. 

2. Detemir 90 LE. 

Advantages :- 

Onset of action is 2hrs and duration 24hrs and Peakless. 


Regimens of insulin therapy 

Aim : 

To maintain normal glucose level between meals & overcome hyperglycemia 
after meals and morning hyperglycemia. 

dll £. Ui j j (jLuaC. j 
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2 nd Lee _ D.M in practice 


a. 1 st regimen ( 2 injections ) : 


Using -> Mixtard ( regular 30% + NPH 70% ) 


mix. 


mix. 


nocturnal hypoglycemia. 




Z\ 








morning hyperglycemia. 


Advantages : 


• Regular ( short acting ) & 


• NPH 

Peak J' 

^ dLc-Luj A-l) 1 . 1*11 ,x.a A Ja^qlAa AjC-lIi 


dll Qii c_Uiilla Ijal aaA j 


Disadvantages : 

Onset LjiaJI d-j U*iuuA 

Peak at ( 2-3 am ) -> nocturnal hypoglycemia. 

End of action at ( 5-6 am ) with physiological hyperglycemia -> F.B.S. 
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2 nd Lee _ D.M in practice 


b. 2 nd regimen ( 3 injection ): 


NPH. 


Mixtard (night) <^al 

Regular 


So, its peak comes with physiological hyperglycemia 
-> No nocturnal hypoglycemia & No 'l' F.B.S. 


4 K a -j njq aQ ^ V- (J»’inlfo O.JJ 


Mix 


No fasting 
hyperglycemia 


Regular 


I 

No nocturnal 

hyperglycemia 


J 1 


M 


pliill 


^.LudxJl 


c. 3 rd regimen ( 4 injection ): 


^jj\\ Jja 

( Body physiology ). 


Using :( regular insulin ) befor meals or ( ultrashort ^ ) 

But , there is one problem -> morning hyperglycemia. 

Long acting — ► ( glargin ) _ Lantus lS j J j 

Reg. Or ultrashort. Reg. Or U.S. Reg. Or U.S. 

lantus 


— V 

Ac-lu) X £ (JiSAiJ jUaall $.1.1*11 $' juiat II 

r l_^4j £ >*& j (_gl LUi (_)a 

Lantus ( acid ph. ) uV 

_(jl S ^11 ^3 (_^l (_yujSj^UI 
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Dose of insulin 

Ia£ ? AjIaJI ^ja ^ Un Vi 

1. Admission : 

\ L- Ud'N ^a CjIC>Luj (J £ ^)£juj t abj IT SAaI 

150-200 5 unit . 200-250 10 unit. 

250-300^ 15 unit. 300-350^ 20 unit. 

> 350 ->25 unit. 


^£J V (* » ^ Y (Jl (jjJjjouVI CIjIa^j AAc> ^aJJ S^a ^ Y CliLuoLiill x> ^JUlbj 

. ^ ^LjudxJl s-Laui dlSj ^ j ^UafiVt ci^ L^ljj^a ^jjllj )| ^gJl 4-C>^alt &A& ( aJ J 

i 

^ajJl / SA^.j V * ^)j£l ulS Ia& 

■ aAAj i}-& t-^Lju^a aA^lj S^a 

^gJaxJ j &A^.j 1 * (JjSj ^ a jA\ A.'sljWl <jli SA^. j ^ A * ^1 ^Ul V ^jAaJj^ll jl ; JHa 

■ S-LujlII JiS s-Luia SA^j Y * J cl^ L^lju^a SA^j £ * 


2. Total units / day according to B.wt. 


( L)jj 4^ ) 


Body weight X 0.6 (minimum) - 0.8 (maximum) units/day.... may (upto lunit/dav). 


? <£. J^JI <J (. - lul-s"' (_j! j! 


1 * 4j jj .1^.1 j jl ^giau 


T.U / day = 60 X 0.6 = 36 units/day. 


^j'ni-..llVl' A j] Jj 


= 60 X 0.8 = 48 u/day. 


= 60 X 1 =60 u/day. 

.( LiaJI <_Jj3 Y * & jUaflll Jja £ * ) dltillj jjjli Auijjj 
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2 nd Lee _ D.M in practice 


3. according to F.B.S. 


F.B.S 50 


Ex: if.... F.B.S -> 200 mg/dl . 


. _ # . 200 50 „ , . 

T.U / day = — ^ — = 30 u/day. 


_ j 


If .... F.B.S -> 350 mg/dl . 


_ 1I#I 350 50 _ _ , . 

T.U / day = — — — = 60 u/day. 


_ «.Luia Y « i t -vl i. x j i * 


4. according to P.P blood sugar. 


P. P. Bl. sugar _ 140 


Ex : if P.P.BI. sugar -> 300 mg/dl . 


, 300 140 

T.U / day = = 40 u/day. 




Y J ijji A iLC'jaJl jJ i_Ja 


a) 


B.wt ( F.P.BI. sugar _ 140 ) 
1500 


u/day. 


_4_Aj^aVI 4_Lajj]l \j 


P.P.BI.sugar = 240 mg/dl . 


Jlj 1 . 4 jjjj 6^. j £ * .ikLiJ ^.1 j 


60 ( 240 _140 j 
1500 


60 x 100 
1500 


= 4 u/day. 


■f 


^ ^ 6 ^ £ £ — £ * + £ 


l QU«o) 


b) Each insulin unit 4/ Bl.sugar 15 mg/dl. 
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2 nd Lee _ D.M in practice 


(jA Y ( ) V * ) V * l_j ) i * <jc. jj | j jl ^ixj 6 ^ ^ ^)£juJI tJ^*v 

? ^uaA iA ^IjI 

A. ( 2 injections ) gfr&ifl pi h n ^gjuiLa 

^ ^.LudjeJl (JjS 4 A .LafLlt ^ aJ ^ j 

_ fiLuaxlt (JjS t » j ( ^jl Jaalt £ % AJ ^Jaxj < — ■ J juo^-Lq ^ % A^LiJ ^1 ^ lx j ] JllLa 

b. ( 3 injections ) £xX&\ ^IkL ja j3 

| ( C k ^» dllSlIj i la^Il (JjS ,J^)llLua£-L<a A l>a£Jl ^jJj ^ AJ ^ j 

% ( Regular ) *U*1\ JjS & 54 ( NPH ) ^1 ^ 

j t jlLall JJ JjllLo^Ld £ * ^ ,( in^ j ^ * ^kLiJ j\ ^iau ■ 

10 (NPH) .aj^l Jja 4 10 (Regular) \2>xl\ Jj3 

c. ( 4 injections ) aJ^} e^j j^± j± jj 


Give 2/3 of amount of insulin ( regular ) .cA^ j d££II JJ 

& 1/3 ( long acting _ Lantus ) i** L* ^ s.ia .1 j s >* 


(_^l _jl .-»g ittmVl 6.1^j 1 * .l^Lu .1^.1 j 1 »J | (_)llLa 


40 U.(reg.) befor meals JjS ^ JJ t * t jUaill JjS ^ * 

20 U. (Lantus) £uIj jIjl« ujfe 4 - i ' ^-*11 — ( IaU*^ jl JjS) Uajj oj^Jj Zj* 


! £jJ>“ uVI 




\ 


6^.J £ * Aja £ * (jj Jjaijl (j-a (J-4 ^ ; ^giaj 


S^j ^ » * Aj3 ) * * (jJ jjoijl (j-a <_J-a ) 
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2 nd Lee _ D.M in practice 


A- A ) — (. ^ AjLJUdll 1 \ \ t % ___ Cl)LiJ^)JUdll (JlC'jl 4_a3j 




# <L]a^juj ^ j-la ^ t <Ja^juj £ * j-la £ * ^ *1> a \ 

<Jj3 S^j Y * j 6 jUaill <Jj3 S^j £ ♦ ) ^ * % ^jA jjouI <JULa1I 4-uSj jl nj ; ciiil 

^ » 4 'N I^juJ ^li^*Utllj £.ljaL*Jl 

( ^ 9 ® djjlc- Clul csr^' VJ^aS* ... £ * ^ dj^^jaa.^1 Lai 

.( ^ > ® ) .. —(jaSaJI j]j 

? ^ » » £ « (jj ^joijl <ja S^j £ * (_£^ I j jlc. ; (Jlla 

= 40 X 2.5 =100 unit '-*> ^ bui ls m 

? ^ * * 4^-l^uiJ £ * (jjl^uul Y * <L^I t_lia 

= 20 X 2.5 = 50 unit ( c_i^) © . aLj^JI .iJ <_ 5 i*j 

? £ * ^ * * (jjl^uul ^ja © * i_5^ jjlc- * (Jlaa 

= 50 4- 2.5 = 20 unit ^ ^ j^\ ^ 


= 100 -T- 2.5 = 40 unit 


? £ * 4ji_j^jalJ ) * * (jj _^ialj| (ja 0.1i.J ^ * » <Ipl jjlc- 1 - x)g 
MaU ’'■» j 


• Factors affecting absorption of insulin : 


1. Rout of adminstration : 


I.V _ > S.C (directly)_»j*-Ua jKII £**2 > |.M > S.C (fat). 

2. Site of injection : 

Abdomen > arm > thigh > buttoks. 

Peri-umblical region is faster as, it rich in Bl. Supply .... ^_uj D ^jC- -1 i il 

3. Heat , vasodilators & exercise -> < T‘ < T‘ absorption . 
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2 nd Lee _ D.M in practice 


N.B : when you hold skin fold and inject the dose , you in S.C ( directly ) as, you 
can't hold S.C ( fat ).. uV ^ cr^ 

; 4 -aU CjQa^La 


^ ^ <JjSj t gjl ^ ACjc. 4J jig ijU daloLuj A (JIjjlH ^ 

jiA 


Morning physiological hyperglycemia ^ A_l ^ sjuIIj 

glycogen breakdown -> hyperglycemia. 

) » J^- ^ J^VIVI tjx ,^alj jl (jjJC-LuiJ U-9"^ ^^**' _ Y 

; ‘ j ^;l Si& JSLuta 

1. Only fasting hyperglycemia . 

(3 injections regimen ) ^ 

& ^ (NPH) JJ 6 ja-lj J oJ JJJ 

2. Post prandial hyperglycemia + hypoglycemia (6-8hrs - later). 


Which represent a S/E of mixtard. 

New mixtard ( 50% regular + 50% NPH ) %° • + %° * ^ jliu^ ^ 

Short acting befor NPH J' l_yi . J tilmilj dul 4 _j£jj J 

3. Pre prandial hyperglycemia . 

Give ( NPH ) befor sleeping & in the afternoon . 


^jousjj AS , joij (_Jj3 A £ A lj ' 


150-200 5 unit . 200-250 ->• 10 unit. 
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2 nd Lee _ D.M in practice 


250-300-> 15 unit. 


300-350-> 20 unit. 

> 350 ->25 unit. 


Type ll_ D.M. 

a) Impaired B-cell function : 

• Impaired insulin secretion . 

b) Impaired insulin action : 

• Insulin resistance ( problem in receptors ). 

Clinical complications: 

At diagnosis : 

• 20 -30 % diabetic eye disease ( diabetic retinopathy ). 

• 10 - 20% diabetic kidney dysfunction ( diabetic nephropathy ). 

• 30 - 40% hypertension ( HTN ). 

• 50 - 80% increased fats in blood ( hyperlipidemia ). 

Treating Type II _ D.M : 

Three disorders pt. Remember this as " ABC : 

HbAlc hyperglycemia. 

Blood pressure Hypertension. 

Cholesrerol Hyperlipidemia. 

• Three disorders with multiple targets. 

• Success in treatment depend on pt. Empowerment & motivation. 
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•Treatment targets have to be realistic & believable. 

• Polypharamacy has to be minimized to ensure compliance. 

Factors to be considered in T2DM therapy : 

1. Tight glycemic control should be the primary objective. 

2. Efficacy & durability in terms of HbAlc, F.B.S and PPG should be major concern. 

3. Even short-term glycemic control ( e.g. 6-12 months ) is advantageous. 

4. Treatment options should be optimized and tailored to individ. 


Pathophysiology in Non-diabetics 


Phase 1 insulin release : 


• Lasts 10 min. 


Suppresses hepatic glucose production. 


• Phase 2 insulin release : 


• Lasts 2 hours. 


Covers meal time carbohydrates. 


Basal insulin : 


• Low continous insulin level. 


provides ongoing metabolic needs. 


Linear response to blood glucose levels : 


Response is steeper after rising. 


Flattens after prolonged exposure to high glucose levels 


( beta-cell exhaustion/ glucose toxicity ). 
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2 nd Lee _ D.M in practice 




Response to glucose in TypeJI D.M : 

Phase_l : 

is absent ( No hepatic suppression and No initiation of phase_2 ). 

Phase_2 : 

is delayed and inadequate. 


Management strategies 

a) Life Style Modifications. 

b) Oral Antidiabetic Drugs (OAD). 


Life Style Modifications 

Medical Nutrition Therapy ( MNT ) : 

• Try to reduce body wt. in obese ( hopo-caloric diet ). 

• Saturated fat -> 10 %. 

• Cholesterol -> 300 mg/day. 

• Low salt intake. 

• Soluble fibers at least ± 30 grams/d ( fresh fruits and vegetables and legumes ). 
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2 nd Lee _ D.M in practice 


Benefits of exercise for diabetic patients : 

N.B : Before any diabetic patient perform exercise, he should be scanned by ECG 
for detection of any cardiac abnormalities to avoid angina even Ml. 

1. 4, bl. Glucose concentrations during and after exercise. 

2. 4/P.P. insulin level. 

3. 4, glycated haemoglobin levels. 

4. Improved lipid profile : 

• 4/ triglycerides. 

• Slightly 4/ LDL cholesterol. 

• ^ HDL2 cholesterol. 

5. Improvement in mild to moderate HTN. 

6. Increased energy expendure : 

• Increased fat loss. 

• Help to diet for weight reduction. 

• Preservation of 4^ body mass. 

7. Cardiovascular conditioning. 

8. / | s Strength and Flexibility. 

9. Improve sense of well being and quality of life. 


Dr_ Mostafa Sabrh. 


Page 23 





2 nd Lee _ D.M in practice 


Risks of exercise for diabetic patients : 

1. Hypoglycemia , if treated with insulin or oral agents : 

• Exercise-induced hypoglycemia. 

• Late-onset post-exercise hypoglycemia. 

2. Hyperglycemia after very hard exercise. 

3. Hyperglycemia and ketosis in insulin-deficient patient . 

4. Preccipitation or exacerbation of cardiovascular disease : 

• Angina pectoris. 

• Myocardial infarction. 

• Arrhythmias. 

• Sudden death. 



Cljljji Aills j ) f jj 0 ^ f jV 






t\lxl\ t jUail) 

* JUL<i£> oJ 

.( Cifij* u ) 


: jtiaiil 


(jjj (Jjjc- c_ajc.j J jjjS (jjjjc. ‘ j V2 
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Lec_ D.M in practice 


.( U.J“*0 CllJ^ ) & t ^ i ^ (jfhijfl A A*Ja3 t AS^Loi^ AjJaiJ 

Ciu^XJl dul^Aj ^ ^ L 0 J Q -v jSjo, t OjO'y JU4 


: fl&l 


. ( C&J* J* ) 

^g-xl^Q £j|jJ^a V jl 4 jjl V jl ( (JJUd jl c 5 *^ (jSjjC- ^ J 

Aj^juLo AiLajuj jl t A _^.^)3 jl ^ jjA^ (jj^J A ' A-xJaS 

A^JJjujJ 

^ c q j q 'n nl& ) aJoLuj ( 3 f^ 

I^_i 3 .... (Jjoij (_£_) ( ^ >^ijj U^’^) l£’ ) ^ Ja^j • iililj 

. lp 4 ?j 

^Luaxlt Au^.j ^L ii& 6 ^ ^)j£l cJ^L) c - ia> ^jjJC-LoiJ (j£VI Axj ^ jl S^aj ) aSI^s 

.( 6 ^lJl ‘ L_ilxJl (, <j. jllll ) ; (j^a dUb 

.( SjjL*^ JjUal ) <ilKI (jUL! JJC. ; jhxl] JjSj pjjj 

( SjaIj Sj-» ) 


; p>LuoJl 


+ A_La£Jl (Jl^J (j^lj jUa^ll <_£ j 
$.LuiA ^ A^Ludll AxJ (J£VI 

• Ljlp j 1 a*&]) 

^ CliiUl *1^.1 j ^ A_pbJl jj\ 11 # ^ 

ciuUI ^ ajjUJI c!jIjj^)ju 1 a 1I # Y 

; cijU^iLJIj <jjL^*ji y 

^ Cl)Li^.j £(J! A-i^.j J^Iju I^Lq AjtJaallj Ijlnllj CIjIa^jL^JI^ ^jLlaall (_£_) 

l^c.1 jj Ij dal # £ 

( tjajxou Vj <a4^t cHj 
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Oral Antidiabetic Drugs ( OAD ) 

Five classes - grouped into three families : 

1) Insulin secretagogues : 

• Sulphonylureas. 

• Glinides ( Prandial Glucose Regulator_ PGR ). 

2) Insulin sensitizers : 

• Biguanides. 

• Glitazones. 

3) Glucose absorption inhibitors : 

• Alpha-glucosidase inhibitors. 

Insulinotropics ( Secretagogues ) 

1. Sulphonylureas. 

2. Glinides ( Prandial Glucose Regulator_ PGR ). 

Sulphonylureas (SUs) : 

Mode of action : Stimulation of (3-cells -> 't insulin secretion . 

Regimen : (once or twice /day ). 

• 1 st generation : e.g. tolbutamide ( Diamol ). 

• 2 nd generation : e.g. glibenclamide ( Daonil_5mg ) , ( Euglucon_5mg). 
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Lec_ D.M in practice 


Dose : Vi tab/12hrs . max : 3 tab/dav. 


• 3 rd generation : e.g.l. Gliclazide 


Diamicron 80 mg ( 1 X 2 ) jlLAll Jja 

jSI V- £ (_£ j 

Unocron as Diamicron. 

2. Gliclazide MR 


Diamicron 30 MR ( 1X1 ). 

Diamicron 60 MR ( 1X1 ). 

j V Clj ^ (_£ 1 ' ■ '^a ^jc. SjLjj 

. Y£ 

3. Glimipride 

Amaryl 1 ,2 , 3, 4 mg ( 1X1 ). 

Dolcyl 1,2, 3, 4, 6 mg (1X1). 

(jc. A£.^aJI oCiIj J) ^ l_Lajj o^a ' A ^ 4 -vl <£. ^ I ’w \l 

1 ^ t X /\ 

Sulphonylureas may be used alone or with Biguanides or with insulin. 


Glinides ( Prandial Glucose Regulator_ PGR ) : 


Short acting , taken 3 times / day with meals , target PPG level principally. 

e.g. 1. Nateglinide Starlix ( 1X3 ) 

this drugs are expensive , I s insulin secretion. 

2 . Repaglinide Novonorm 0.5 ,1 ,2 mg ( IX 3 ) _ 
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Diarol 0.5 ,1 ,2 mg ( 1X3 ) _ <J* .iijjj 


Sulphonvlureas & Glinides <y cjQa^u 

• Sulphonylureas which given once daily are glucose independent. 

• Glinides are Glucose dependent. 

• Short acting , meal related, no eat no treat (no meal no tablet) . 

• Good control of prandial glucose but less effective on fasting . 

• Low incidence of hypoglycemia. 

Characteristics by which to select aspecific insulin secretagogue : 

a. Intrinsic insulin secretory potency. 

b. Rapidity of onset of action. 

c. Duration of action. 

d. Mode of metabolism & excretion. 

e. Benefits & S/E . 

C / I _ for insulin secretagogue therpy : 

1. Type l-DM or pancreatic diabetes. 

2. Pregnancy. 

3. Major surgery. 

4. Sever infection, stress, or trauma. 

5. History of sever adverse reaction to (Sus) or similar compound ( sulfa drug ) 

( does not include Glinides ). 

6. Predisposition to sever hypoglycemia. 
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e.g. patient with significant liver or kidney disease . 


Insulin Sensitizers 

1. Biguanides. 

2. Thiazolidinediones ( TZDS ). 

Biguanides 

Mode of action : 

< T‘ Sensitivity , 4' glycolysis . 

\p appetit , 4/ absorption of glucose. 

4^ vit B12 absorption , may induce Lactic acidosis. 

Metformin 

Used in Obese pt. 

e.g. Cidoohage 500 mg ( 1X1 ) -> ( 1X3 ) j' JSVI ■ku.j ^ 

850 mg -Retard ( 1X1 ) 

1000 mg. tab ( 1X1 ) 

t C5"^ c ' lil 

. Sulphonylureas J' ^ j' 

Therpeutic eEffects: 

• Carbohydrates : a. insulin sensetizer . 

b. hepatic action dominates . 

•Fat: vPT.G. & HDL . 
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• Body weight : initial reduction 2-3 kgs. 


• lrv failure : 5-10 %. 


•S/E:- Only GIT disturbance . 


Contraindication to use : 

1. Cardiovascular : Unstable angina , AMI , CHF. 

2. Respiratory : COPD wih hypoxia . 

3. Renal : chronic renal insufficiency ( any degree ). 

4. Hepatic : hepatocellular failure ( any degree ). 


Thiazolidinediones ( TZDS ) 


Mode of action : 


• < T‘ insulin sensitivity in skletal ms., liver and adipose tissue. 

• nH.G & HDL. 

• Improve B-cell function. 

• Initial weight gain ™ 3% . 

• Mild hypervolemia. 

• Primary failure ~ 25 %. 


Pioglitazone & Rosiglitazone 


e.g : Avandia (IX 1) 


jUaill Jjfl 


Rosizone (IX 1) 


jlLill JjS 


Actos (IX 1) 


jlUll JjS 
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Glustin (IX 1) <Jj3 

Dose : 15- 45 mg/d. , tab 15 or 30 mg. , once daily . 
It can be combined with (Sus) or metformin. 

Some researches told this group is carcinogenic . 


Clinically Metabolic effects of Thiazolidinediones 

Glvcemic effects : 

• ^ insulin-mediated glucose uptake and utilization . 

• 4, hyperglycemia in insulin-resistant type II DM . 

Non-glvcemic effects 

a. Lipids : 1. T' plasma HDL cholesterol. 

2. 4/ plasma T.G . if they are elevated ( > 200 mg/dl ). 

b. Vascular : 

1. Improve endothelial dysfunction . 

2. Improve pro-coagulation state by 4/ plasma fibrinogen & PAI-1 . 

PAPR y ( Peroxisom Activated Proliferators Receptors y ). 


Thiazolidinedione Therapy 


Indications : 


• Traetment of hyperglycemia in insulin-resistant type II diabetic pts: 
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a. Monotherapy in mild cases . 

b. Combination with Sulphonylureas, Biguanides, or insulin. 


Contraindications : 

1. Type I DM. 

2. Patients with clinical liver abnormalities. 

3. Pregnant pt. 

a- Glucosidase inhibitors 

Acarbose 

e.g Glucobay 50 , 100 mg. max : 100-400 mg/d. 

• Start low & go slow ( starting dose 50 mg with main meal ). 

• Increase dose by 50 mg every 2 weeks ( max.dose 100 mg with main meals ). 

Mode of action 

Competitive inhibitor of intestinal a- glucosidases with maximum specific 
inhibitory action against sucrase, so prevent CHO breakdowning to glucose, so not 
absorbed to the blood. 

• 4' intestinal glucose -> 4^ PP.BI.glucose. 

• Flatulance & diarrhea. 

N.B: may be use oral hypoglycemic drugs in the form of combinations , but this 
forms may be dislike from some physicians due to counteraction of them. 

Combinations : 

e.g Glucovance ( Glibenclamid 5 mg + Metformin 500 mg ). 

Amaryl M ( Glimepiride + Metformin ). 
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Starlix combi ( nateglinide 120 mg + Metformin 500 mg). 


Follow up of diabetic patients 


1. Urine analysis 

2. Bed side test. 

3. Kidney functions. 

4. Fundus examination 

5. Lipid profile. 

6 . ECG 

7. Abdominal U /S. 


for microalbuminurea. 


every 1 vr . 


every 6 months . 
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EASY guide in pediatrics 

l<*uu 

Measuring 

drug doses in pediatrics 

»/ 

Management 
of most common diseases 
in pediatrics : 

Gastroenteritis 

Common CoCd 
TonsiCCitis 
Chest 'Examination 
EronchiaC JAsthma 
EronchioCitis 
Tneumonia 
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Stridor 

fungaC Infections 
Other abdominal disorders 
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U& ^Ul <uj ^ 
antimotiCity drugs 
Jilted ^ Udlfej 

Uy'| 

j>araCytic iCeus 
Jk.cute urine retention 


dysentery Jl g&s : UaU 
stooCs^ ijdi 4*1 yft 

bacteriaC/parasiticUM 

infection 

ipiUri i'-M gUa*& § 

0 ^ itf Jj*l ^ 
stooCs anaCysis 


Jbfcurid tab g0|>ll I 

dCoocC^m $i ijA ®^S 

SdigeCCa 

Sutrim 

Sejotrin 

SeptazoCe 

%'lij^l iJ|Uy ^j^yiS i««i 4ftjAl) 

1**dl ** tfJ* I 

-ceftriaxone 
^ J&J |ta* o* (t$JI ij«i 
km. 

'Rocepdin-Cefaxone-Ceftriaxone 

-cefotaxime 

Uh% 

Cefotax-CCaforan 

Tntamoeda distoCytica 
vegetataive forms : 
jCagy C-JAmrizoCe -Intopdar 

d* - ro 

£^*m<I b^l 

Cystic form : 

JurazoC 


DdozoCe 
Dimetro C 

ijs feMti 

zl 

Common coCcC 

<£J^sasU9 

running nose 
nasaC obstruction 
Cow grade fever 

sneezing 

miCcC cough 
disturbed feeding 

£■*4 § (JAmt § %mthj ddttf j$M9 

<uf til &Ai jmS JifaM jj i tS>A4 | 

gl*0 d**fi I 4& «Mm** a! 

c/iest examination^^k ^UtS 
free^^d tjiijill 
transmitted soundkm 
odjdu*» ml $M\ 

: " 4 s§&h 

££&! £&|* jmS JjSsisy §4 djJI gS j*i 

SAdergic rhinitis 
mk £j 

No fever 
Itching 

+ve d 3 ~C 


i-NasaC decongestants 

^W^si 

km %te £s i>jUs £.§d 

&tpM d*&y &$Mi g&t* § $d\ ** § 

JkW 

Lyse drops 

Otrivin 6a6ay saCine drops 
vasoconstrictor «wy g$d § 

r I Qdtid mmsm §4 

(M 4^a ;®j2 &i yyf 

yaU d jtf’l 

£*** ** 

4*k g &to J^hJ i ,;^4 

atrophy of nasaC mucosa&im § 
JkW 

otrivin ped. drops 
BaCkis ped. drops 
J Afrinped drops 
Oxymet ped. drops 


.Jfc 

j$a*Si £$*** s^yt 
2 -systemic decongestants 
lAto&jd 4 j»l J&U igrfl (>» 

vasoconstrictor as pseudo epfie dr ine 
+ parac e tamo C 


+ antifUstaminic 


drops ** I 

Triaminic drops 
1 drop / kg 
Rfimostop drops 

4^jS yi* Ufcy) J^fcy gtiw yi l t 
irritabiCity&m l g&s* 

syrupy § 

Sine-up 

SActifecC 

CongestaC 

SucCopfiine 

RaCkis 

1 r J£ Him umw 

^ ifii 

4£U 1 V JS -jUas !te& 

&4W Utui tjsLiS <u|^l 
propypkenazone 
g^s# ui) 

intracraniaC lige 
Si 

RfiinomoC 

TararfdnoC 

yegaskine 

UJS «j^il ytitftotl 


Ji < , ? i jgfc _ A [ 

'K 8Mw/iiMfBt SI 

herBaC$ <u§rfl J*aa*i | 
JU* 

(guava 

3-Cer6aC Bronch 

BaCsm 

Broncare 

UMl „§ Ojsssi0 WfettJ 4C^AAil $ 

OAafc ^L*i& (Wfauit fadU&rl Wy| 0)41 

Hj* 4«i^ 
empiric aG&j^l § 
iij* w^m ^>y’y $j maII j 
*8 <m*SMd *& *u* 
oa£ §A§ tjsLlf 

3 - ^Antipyretics 

jmracetamoC 

$Ml oU» (8^ J|l £» {SAybu gS*8 
OA*J*JJ «jAlf (0AS JSJ f8*8 10 <^{ 1 « £* 

^0 0 JSi*i fAAo iro U ma y^fj 
{8^4! ^4 i iJ! f JA Ui gS£0 | 

*UU 1 jj A JS 4 >m 
iJoUll 
10 |j 1 * i# 4o 
iro i# *te 


TaramoC syrup 

CetaC syrup 

cetaCS g) <Uafr)W 
>£>11 i^kparamoC $ 


< CetaC drops 
TyraC drops 
2 drops /kg / cCose 


l6uprofen 

& 

% i,«si A fiw iw rtri S 


‘Sj 

jo mg / kg / cCose 
>s|S k § 

100 mg A mC 

0 U igd $jJ^f 


Brufen syrup 

V-Ctrafen 

Marcofen 


gUS*** 4*^1 

•iWsB gnighd 

Marcofen supp \ 

IU& gty§S 

m>&ji «wpii <>» iji^i gdUi um i 
combination g® ejLs <u|^| g»u 4*1$ 

Megafen 

Cetafen 

VicCofenac 

*i*k £* ui 2 

JU* 

CatafCam drops 
2 drops /kg / dose 

j@J^I 

^$*1 d)$*8 4j«l <tt£0aM §*1 A d^lUr 

4&*&»^liS Wltt£>fe § 

1-3 mg /kg / cCay 
JWU 

DoCpfdn supp. 

'Baby redef supp. 

ro 1 

4*i uy«i)U 

j**S WhOAftAwlt Ql&U 4f$A$M gf <aUU <jJ& | 

^ J,*yi g&*» 4k^ 


chronic renaCfaiCure 


IU& 

djljftll tesl&ja* Jauyuai gri# djljwlrf! gitt}.£ft 

e*ui S v* o£ gu* 
ttMUS Iftlfet 
>L1 sUm 

djAtf 1 ^alall gdJj 
*45 dU&» Aft 4*4 „§ 
jftLi J 4*4® 411 ^L0 £® 

*0)lfttl 


&SA# 

paramoC syrup 
1 J£ oj*a«9 IMm 

& ^ &# Jd Jibl I | 

Marcofen supp. 
f@i>yj a*® 

*U£ |@SU j 

«WU) iJsf&b 

4p «j> 4ys yy I*** jfefeM 

acetyC saCicydc acicC$ ^j4fts 

vegaskine pecC suppS t£j 

££ft jjjjg 

2l£ye syndrome^ 

4§4 «j! 4us yy bfau &*** „§ 


gkail #4 i# *k (j«i 

JjbSJIji JlibSl 

hypersensitivity reactions JS gU* 

«- 

CLTit 10 10 1 1C Qvtee&fcmr 

viraC infections^ ^Jb 

3 / 

TonsiCCitis 

S ^ II 
/ever 
5ore throat 

cough 

dysphagia 

gUS g£*» § 

ahdominaCpain 

vomiting 

t*u fever m 

^yy {£§&tfl <jf Iftrtfe J$fthA yb» JM8M9 ^ibtl glS #J kb 

f 

common & uUmJI 

j^IS & J§1 u* 

UHt gjiy 4ft $ Jy» |si $ 


viraC 

antihiotic$^z y 


ui 

streptococcal ji 

gMNi O 4M d*l 

chest$ 

free^^d ygfjftf 
J§lsfi gi*tt | 

cervicaC Cymph nodes 

enCargecC tender 

mouth examination 
tonsiCsS g£hMw8 
faiAfrfr | 

enCargecC congested 
M*a Ufa*! (^i^y gU£ g5s§# j 

pus 

? tonsiditis Ji £j^ yi>u sjijl 

? 2 streptoccoaC 

■iUk'il 

<U>1*U *&■**&! 4%*b ijl *&j£ I 

♦ ♦ O w f tu M 

*£>£U I 

throat swahUk 
g*» §4 feufe | 

pusS ****** lAfcta 


Lfo k 4 1 a <b> < 5 J i $l J 

s©sji wMmWimw «m®§ib jps 

streptoccaC suppurative 
\A#i*id yrtUtua* $ 

congestive 

S^all 
s^s /i 

«i ** jtui 

6jlj^ «wy |»i 
ajJj*AI *$41 »j^4j 

&&>) 4 |i 

itt** 

-Jbs^vS / f 

Congestive ‘TonsiCCitis 
l- amoxicCCin 

J§ii UjU* g£&i §4 

'Vfyfilrti g«tJ££ §4 Ufcif 

*41 iii <wf <u^am y^Mfi ^is^i i 

■Ss»E (j4 toMMtil $ 

antibiotic abuse 

fetalth*!! g$j*A <U£*I rUrtfoW *M| <jf 

£**4 Ijtu 
ampicit Tin 

amoxicCCin 

£& QlftUtl gUtf 
4 resistance Jl 
Um I&m 4 Wiwrf 


J-Ciconcd 250 sus. 

Ibiamox 250 sus. 

Biomox 250 sus. 

MnoxiC 250 sus. 

2- amoxiciCCin-cCavuCanic acid 
{tony 

JAugmentin 

IU& wAAteM 1 lid* ©d 

m <uj bjS&A 4*i af «*>*! 

supj?urative$ tJ «i 

{»y 1 § 

Jdd 

fffld* Jit <u| 4Mi Uil 
Ij^l) £# |£& | 

fir 

(■iillltJU 94 IjifcJI tff gtiftllt 4 m&i y*d*$ gf J*jt$ 
lid* 9 jmS 4fi^ &UUi 

*** y ^ u JS 

4m£ gy$Ji yyUbft* 1 |§d UlUtS 9j£*Sd gl 

<jt gyyi 

®d <yy^l 

; JdUJI 

Magna-Biotic 312 sus. 

Cur am 312 sus. 

3 -Cibiotic 312 sus. 


it** o*m u^y gM Mij yys jiUJi ^y 

ytfi&te&ttir tiawhrfM 

Magna 'Biotic Jl u«iu yj 

*2 

V yfc A* 44k <jJJ| 

3-Cep daCosporines 

J „§ lldtifr >'Wi»^§s2 (JsJ 

MeCosef 250 sus. 

Duricef 250 sus. 

Curisafe 250 sus. 

Cep or ex 250 sus. 

% ^|4 y - i ^ 

<wy <uuj£m i&*k vkid kjd^A <yi 
giM g&fcll g^&i J§f ‘U*i Uy) 

cefotax Jl sjj 
oraC&M j 

/irst generational® 
ceporex>sj 

ty*s &*id jikii *iy a! 4 

kk yyf 


yi'jJU <w2 t§l 
injections ** 
oraCs^d (,$>m | 

Uiti 

resistance&ksfaid 

f 

jA* y*» <Jf^S 4bfill 
sjsfai JauMU y> Ja L & dd£ dj£ 

jj*£ia JkU &U»I 4d*& $! y&U £li 
g&s Umm § 

Uit gifofejaftirt 

«kste tjsUiS gsti g*i$S 94 Ub*l$4 

t ^gg^[ 

^*waII ^slU *mH #J j»y&H y«u | 

<£$*» a^, umi i 

faia jkjAlj J j&y uJtMAll 
y&a l^k^y k^y 
(j^y sift'd uu43ii {$ijA lifUi 
T \&yi i 3 

aUaM ^ tjs^i <Al jgjM 
jtf I tjsk ££Mii vnA 
£«i£| ^ikif £j ,jjA 
»*&■)&!<', 

HUII Jsl 


curls afeS 
sever eU i&ii §i 
JikMAA § Wli <U£*a> £tl4U»» 

Magna ‘Bioticsj 
Suppurative tonslCCltls 


^ JaUH 

Rheumatic fever 

TencitarcC MlaC 
Ret a rpen%\ 

jkM sU 
fSM d 

ejftj 1 ♦ ♦ ghj£«ttl i&jp* 

1 i&§?2%h 

jM$ sU 4*te 

saCine^d 4imi yy^i jj 

Lfj. 




^ « , ^4 

I I I jjasl ddbSHj) ^by| ^j«tt 


I ^ wy| j 

4^1 ys^ll ^j»y ^L&r 


u ^ 

| >» ‘<Mfog iLg?r | * 

fa fl & ll ^ Ji fl^ fa* ; ! f®j55 1 

(0Mi 0 tjdl 4*i«yS JfriA 
&j«tt &i*u | 

yaUfti 1 ♦ 

dA»| H* j 

sadne§i Jsm M 

forearm Jl &£& $, 

intracCermaC 

safety Akii <£*jy 

grid Q$Afe§ 1 * ££■£ | 

g&yf g&» Jj»& kjdU i&md § 

«U yti** § 

g^itknii<>i«iiiH •£** 4iW«i {rijJI j£fe j®j# 
kby) gjj ^oia |j)laii 
gtM&ll (Jj ^#Ur 1^1 gU&r 

J^kil jljy u^ttA 4cU &>tl am 
indurated# IS jJ 
kk d*k gj dd£ 

induration^ kJb 


Wfel ^ dUa* 

redhessS ^ y£y*j 
UyJwhfe grfUift g*» gJb $J 
? »jijf «>M! y»i^ 

M y*M 

jj^ j&j dj£«j wyi d« 

Jii J^all |>J J**u y^MI j 
Jjs^if UMM 4k4l 

4K 4k^i 

j Ute £j ‘^ia 

erythromycimk^ 

|0Ni2| 

erytfirocin 200 sus. 

Jsi: i J&l 0* 4ri£j& 8JjJ 

«lj* r^si^i 



c/iest examination 


Inspection 
njA$a i *£§m<d. § ^alail 

4 *hi 

i * §cHest indr awing 


inter costaf retractions 


§ 

suprasternal retractions 
>£& 

<UU JS 

kuw yis# Jd&S § ya«2 j®ji« j 
^ tjlitel ij^y jmS y»i«U 
«a&yb „§ «**a 

pne u monia^M I yf 
c/iest indraw ing^AHs § 

& yiUUll £* <w*U iji§4im JMl yl y** v* 

<ji *»it &d*ys i 

u^ia j|^a ^ 

Jjtf y* f*M* *£ S^£ 

3-fistory 

"Examination 

Investigations 

u. m 4* ^ ty M® *! 

i- 

... U4at£ £0 

: 

respiratory rateS am 0WU 
III** 

<£*U JaklS § d^jd S§*§y | 

V u* | M tj.1 grifti^ &£* s@jfff^ j 

U^iS JlifcriH y'| 


periodic breathing 

| 4^giiy Ijj *y|M J^L^u y^^yf 

Ittft* 

tas «*u Jfii ^Us *I»IS ^ ,ejtti 
cut off points ^ 4 $}t § 

g&k J£ «kU* 

V J|) 
a* m J|i d^S *u 
*♦ J§'| JM 

m. i>^fj§ 

: f&&M)H*fai QMjAd «n$y^ba> f 4rt£ 

: *$ 

transmitted sound 
&4jm» &j*feU# Ja&! gl 4 mm< g|^y oa 

aa£ >btf **lj ££&i U iJi *$•« 

>iu „§ 

a^All gnu from** SMI yuf p\M 4fitfc*ll fe£ 
dU&grt » falf 

^uik %M M JMi uu&LA 

uAtukdi tidut* bbifrUu 
^y4*M£M£ 

: Ut£ 

wheeses 

expirations && ^ a^Us £4 


O' ^ s Sj ^ 

&&& ijj £^y tj^i§ ^|Ssy U> | 

jllljM jj*i ^$iki ll ftftil fefijUr 

ddft friijafl tSM&i § K£A <y^«Sl 4j^ | 
W 4 ft Ift |Af 

crepitations 

inspirational! j*j ^ 44S44 <y<us $* 
basaCt^kkM h*M j 

^ftftriaUI I^A J jkbll (jft jInMUI till^0 4stas! 

WjMftwy khA J 44MMyti) li^0 4*M | 
JMftMil iftA | yftlj&il 4*>ftll ti^fi 4lMI | 
SJjd 4 h« 4ft Ift jft) 

chestUl% ,£\ tJ «i 

^ikoft heart Ji $amo | jmna iifttt (jpUft 

<i ft i ft ^ Jitt) iji&ft $t*»§ 

congenitaC 

ysv JS 

4tt*it tjsOf i 

recurrent chest infection 


si 

'BroncfUaC JAstfima 


g*» 

*d*\i 4 fe *a£ g&u jf 

■ ' fi $Wyg^s«y c j ^ xcjri fc I 

<ynU> ddMfi &*H ja<wi- 
? <mUi iynU> <jf jl ojAtf ^ ^ 
v «y$*ti <&t* i d*S mas ^§y f 2- 
&>&*& J &A§ JMl ^ .&& 3- 
? yaiw QU4& Ja) | 

? ij&\ Mpd <££ dAU tjslll gbljrfl 4- 

j# 4 is Ai>y ij&tjll 

? jA£H <** 6j* |»& ^Lawy £4 *1*4*11 5- 

? <J 4 *1*$*$} g** j n ^ m £& &is (jMiiW 6- 

7- 

0)4*8 iji^ 4*i gt MMljiU g£il § 

*M** 4 *J ffcrfU U> 4 rt .>4 <J 4 *1*4*11 S- 

?UL*4j* 4*141 
<4^ JU* g* 

jjis Ljpk 44* <£a *1*4*11 ^is sat 

gt* *U4 a*u tjAtertti ^ j 


bjA J§f m Wl 

£» sjjl £I4SU» g*> 

*$i wii <yg gg m Mi 

: *»BU 

1 

astfLamcM'^t <&bfe y2u*» 

j**ai*M 

?? 4*1 

kroncfiiodtis JS g$£*J &M 

ksitsoiy 

yaw sjl y*k# | 

dj 

attacks ofwkeesy cfiest 

'\ J§f tjdi 

krone kioCitis 

iyanWoa> gjSd JU*£rf J^iU Jj*k | 

jakSd U> g'te^si g*J 
2 

<*«inL» <?*** i# *y| ^§kJf 
i>^ | £&H <y| g^MU &W i 

acute attack .<£* gjly Ja>*i y*» 
gni4 aUtb 4k^a j 
<udlc c/iest infection g|S2 gleg# 


ttUllfr dkU J$fe ^k ^Md | 

c/iest examination^ 


>m w* u iJi g* 
tacfiyjone a^sL& Uik 
retractions gSs§# 
severe U\%kk j*! 
k&& § 

wbeeses 

4UI iws< gj 

g)i*JI 

II** fa£&)A* 

4*k 4ik gf g&MAart 

thfebudser 

g^bd ( 0 Mi 2 

^S\M j§«d umu 

<- 

^ii jflAia i 

if^i i«*i 4£U j»*y y <!«*&} *m 
4M«<a 4j£AM*£ i 
vefieeses&sA i fy 




bjii 

^ *2UJf wJfii 

4Sd gfctt* 4*1 4# *y| 
gjjgyjjS 4ri4fr AfcUd 
l&ft trit 

soCucortef 

**n ** 

aiP 

if 

&Jm ftd £*£1 {j4 gjjMf 

4feLrf 

aminopfiyCCine 

^>ifjd 4*U*d ©4 tab gsti 
arrfiytmia&kM g&s* <u2 
4m 2*A ^ill uyUJI ©J IsJa § 

<■&** y**$ $ |£4 £lUU1l Jjj 4srii <§ 

ventiCator ^Jc k^d ^Udfi g&M „§ 

^ <U^f jj § MJb 

g&i gL&U m£*A 

WrfSrfd ©£& 

a§>yj|S 

orazone syrup 


fM 0 

km. |»y| o (jail viw.in7t ^ § 

*m§d g^asy | 

Jklll Jfta2 $ JftiSrtiil tfUfe*! 4rti gL& 
2 ry Cusfdng 

gj>syjj5 ^ $ gejiyy *M| g&«* | 

? eki 4k sjSjS 

MecCicaC (guicCe$ uUS u* U sjj 
tab* f g*y>jw <udy U&j 
£*1* g«»&< g«*a§y j 
*»l«£igtf«4 
J^ilA | 
tak §4 g| 

g^ Jtl gf>kjj£ <ja*d &tt» g? 
i^y?Wi aS A ii,u ^ ‘ ^{i 3 
gU& M&d| 

MucopfiyCCine 

mkM ijlfat g§ djUa &a 

<UaUdas>k)i 

empiricaC 

iftlUiil ^Ut «£lg§a hTJ.flrf Uki U& ay 

«4® ^ ?«i^ g* 

jJk*H <** H g* >Si «Wj2f *** gIS ») 


04Ufi &A gdUi 

<Uk g&i 4£y yu* 

feiWjMf £*d 

4ojSI <ti<N>mia3 yskjk IjslyS U yUk 

teillskjJi 4 

chronic treament^M. >*>& § 
lU U 

MiCcC intermittent 

d^^ty ^1 gUtil &4k 

fixoticCe infiaCer 
yykk Jd&! k wA^kU £m$* .§ 

yentodn 


U)b&# § £flfr Jsl | 

^ js ^skti yyUki) 

i^y 

4?** yi» gswjg 4*i& U> 
y*as**» 04 ^f yf «y UUAtti 

i §\ y*$s «fj^ ^ js <ywy^i ^ § 

twUariij ijsiUs *y*ui 44£ jisi ^Uic 
&*£ g£& *U $J ->* § 

<bnu§£i <£* yf UUAk | 

WjmUI «y§4lS £4 § 

4aujlA jttl UmJ g|&y y**£ yaiiAwiij y*» ky*| 


: BroncfiioCitis 


viraC infection £& djUs 

'RS^Y r i attim M 

^ (juftrtrtirl 

JiUI dU% g* gMMMi J§f 
yudUU jJLttl ^ QlttU 

,5^ 

fcsSijd Sskjk g*» 

4^^ utifi **y u 0# $!>*-* 

J&k* ij*te dbh» ^yf 4kf jftlj <wy 

^■W ^ dJ*£ gtS 

giu 4aS | J§if M*y lid I 
j* m grittu | ®^S «y*>y g*4£< 

o«&il 

respiratory distress Jl glU >wMd §4 gfejll 
sever e^^k «wy 

respiratory faiCure^A gfcu g2*» gU*H gf &)4t 

£>IAA4MS $ 


tachypnea 

chest indr awing 
intercostaC retractions 

wheeses 

J Asthama yij^y sjljl 

>• 

attack JiUI U> 

hr one hio hit is \A#+aiA ^ >s& Jj&4 
recurrent attacks 44 ^ ^Laa §»i j 
asthma ^ <u*i 4 m J§j U am 
J#l££ 4^ g*i 
asthma Jf gUs 
fever gtt^S*** 
asthma Jf gUs 
ela* oaU 

famihy history 

tesL4s> *4Wu U» asthma Jf gUf 
wheeses Jl $ jmS $ 4w 

^914 <j££| 

krone hihoitisS gLt y^i 

oIm ashma Jl gUs 

krone hihoit is 

■*j*N h$&® v* Ji^ 

USiWjjj 

pneumonia ?y*» W4I yijM ^jjl 


pneumonia^ aM 

Ml Qt jfe&MA b) 


toxic 

high fever 
crepitations 

g*» 44S** &u tttebu | 

«iuu 

c/iest x-ray 

pneumonia ^ #! JSlii glS* 
broncfiiodtisS *11* tJ «i 


fvyperinfCated 


norma^AM^d j 


respiratory distress miCcCS $ 
mmII (j/A g&s wy.yi^ 

6roncfiocCiCators^S^> 

ventodruS >Si 
symptomatic „§ 
respiratory distress sever eS $J U) 


&uaj <muu i js g^y 4^yy« ^yfobAt gitafi j 


zl 

Tneumcmia 


^1 
fSk UiKUiAft 

g*§S 

l»4j «aS gSg 

&U** 8 

y^ii 

5i^n5 of respiratory distressful 
chest incCr awing ^) 

ItMCJi,^ SssfeSSiif i's-k'is gyitys 

c/iest incCrawing<Uk j*l 
pneumonia U 
Jfell oj&i jijtf dll* ^ ^ 

i^frfb ^y.** t ; J t 
feij^y gUS | 

gurnting 

acting aCa nasei 

fm bf f ($k § 

^pneumonia JS 

Uf) 

*$£ gilji 


high fever ^ US 


Uttlfi jA&itsfr Jo# wLd)U gsti 

$mi #$&* ».£ ^ a^ 

i- 

^ /. ^/| 

uiMk yy&i sgks&f* Q&& 
toxic^MI 

■Ml ihii ^ dll* *1& | 

yjaAd ^IjltOXlC 

4a« Jdtti yfc» I a^i <u| **l **i <**« 

jj **& J§ld Ufc» I 
£ksk yd4jdA J &d£ MkdjA* 4*fty 
4«i $j yjjSa^j Mi^yi ^maIi iji ^w wa £i 4&j«y 
tsJSi* § fitim < .fttlri j 4hk i|j^ ^ JS J*k 

j-*** «*b* I ^ m i**H I 
infectiorwM^ Uik 4kd 
crepitations^yjk £a«mA 

^§i ©>«* <** 

back Jl ydS JsAii ffiflm i riw h d 

biCat eraC & basaC 
juS secretions 4*i g$S*d QkU $ 

g*gS ^msmu *ijk g*» j 
grtfld Vfltl Jihlj 

^yy<M«y ^jAdi 
4y gkk &l* jA) 


white patches,, 


jj fjjii 


kktk’ to&m* £il4U&» dftUd 
§ £tMrih£fe$2) U)j4tal! 
^yjMt tjsi 


1**S J&l 1 - tfJc «>MI gu 

<UUMMil g»fefe is('i $A $, 

fungah&kl 
difCucan$ S§f au j 

gnu QUtkt gW£ JaUj § 
corticosteroids § 



mm 



JhAUil tiMakftaWd jMal tditt gpti 

? «yf g&MM Jab!} U 
d^lC^y 


^cUtd £fcMj § 


t£$o ^1 oUds 4 |$ji y%jy 

ddS djuus Mj§ LfeSjgftf § 

cefotaxyb U 


tacfiypneaC 


retractions 

|^U t § 

VV <ut £& &k 

uj0 <*i <yJ ,»*{ ^ Siit 

t$* yj toawtta 

Uriah# tei J m^ „§ UsUiU 
yaw! ^1 *y(S jJ I 

&jd U J§f Uy| 

*yy>y ^ 

? <uu <ul i£4 

upper respiratory tract infections ^ 

„§f 

frronct litis 
yalU pneumonia y*# 

w |$*i*U tffiLSi f*i Uf»«k$ j 
CXR 

1- antipyretics 

2- anti0iotics 

vira^/M Uw$ J$*w ynJI $ 

yfcd£U» yfijj&la 
oraA&U £XA «y*l jJ § 


curisafe^j 

mi m^3- 
MucoCytic 

4fi£A*» &m\ ! $& § 

secretions Jl Uyf 

U^&lk-j JjhH qI jA«d g$$*4 

mucoCytic^M fj^ <uf ki, 4 $ 

441 *l$i 

S <hta» UjmM tj gtjg jii j dj& £b& 

***** ^ 

neonate JJ 

SAmdroxoC drops 
BisoCvon drops 
Broncdopro drops 
SoCvin drops 


1 drop / kg / dose t.cCs 
2&i\ jufe$u 
MucosoC syrup 
'BisoCvon syrup 
Broncdopro syrup 
SoCvin syrup 
SAmdroxoC syrup 
Mucofar syrup 


|9£hj| ^il f ***** UMW 

d**- g* jtfl 

f9£*H «alj^ f Oj*M &lft* 
Cough expectorant 
^ky d^iy) igrfi 

d*W- Jjf *i gfejjill J#fe y^M 

cough reflexes 

immature^ gj&i 

***** * 

‘TopCexiC syrup 
SACC-^ent syrup 
Bronchophane syrup 
JAvipect syrup 
Bronex drops 
antitussive 

suppresion^f^A <w$*i 
cough center *JJ 
iibil tt&lt 

<• 

M^ab&S U- t£jA£ § UMmd Ul 

***** | 

TussiCar 

SiComat 

SeCgon 

MaturaC 


wye y^fiai ^ i 


oL 

stridor 




Qliji ij«l 0**d *JUII 

^«^Bsw8|S y 

dAfill <U*M m f&l § 

<ui» u& u^a § 

g&tk, j*ui &j&&§ 

JiM\ £* 4i*§ wj£l 4»l* fftAf 

d*2 J«^y aaIj g£Sd U <jj <a$«0 
e>» *wmm^i #J *M «Ui af <§ 
(j*M d£3t AM ttfjdtoA 

s^n 

^3®Vr galUtt 

Jifell w^&y m § j§i» 


j$ill y$*u girt* gUUI 

dj^Js i«sk ^»Ui JAkiS 

If ^ g)Uil 


f9Mi 2 

«• 

g&lUijaf jflMi ubdu 

f^y i^k gj#JI 

ii 

4s> Jb guSI ijn'i gj$J| 
mi5t therapykte* «l <&bfe 4*i gf§ j 
4^>bby ^kil | jby g* djLs 

bsiWk$ &4£fr£0 Q fMi ga&, 

bA&& *u£ Uri) Ifilli wt^yi U*4$ <^fU U» § 
i. &§M m§ 
l^y 

hypersensitivity reactions 
g&&H 

d ^IjJS «j^i 4 j f ^Jc gj^i orazone 

ml 

oropharnaeaC candidiasis 

thrush 

moniCiasis 

<£^*k\ 

g*» ^iktl gl &>&y uy 4J$£i j»2l g&t* 
$Ud) kM „§f 

&£& i# *yi yy „§ gs*» § 


wjfii ^ 4J *yi ** § 
white p [agues 

£j 04 ggSy **d ^*WI £& j*l 

* ** tfljl tfti* 

tongue depress or $&&& Uif £b 
iJ 4 LamII titiail Jtjlafi <§ 

4 U* VM 

^ W^ar-V 4i 

g^uiis <>» y^bi ^ 

tUoiftiiii g*» UaI g*J wm&II 4 j<i M£*Sk &U) §4 
$yy 0£* 04 J£ J««a ^Ik^^ki y&tik gU* 

Jaktf 4MJ4 4^ ^| £y(S $J &U* U*|a 
<uu (^Ltf{ „§ 4 «» <u£«i <u^ LfeS^y 
4SU gU* i«yy gOMI £44*4 $ 

c*w yyy g* y*o 04 gj 
S^aJI 

neonates 

kjIM b&hiid. 

fungistatin drops 
nystatin drops 
my costatin drops 

4 «*te JokU ojttuM fe£ J$ik 

tS&ws'i 4 ««i W4y^ ' 44k4S 

infants & oCcCer cfiiCdren 
miconaz oraC geC 


cCaktarin oraC geC 

d£i fAj* <jj 4*1* djUfi 04 
fcijwi m &k Ubfefcy 
*£mm g*** Uteb #J £i*M § 

: g)l*j| ^ J*J £* M*6 t»Ua»)W 

$UriU$ Mi (j/iA $.§pftil @iA gUAlll jlj**«ll £0 Aii£ 1- 
UUj JSUd Jtiaij ^! dljril (Q^y I ^ 2- 

4ft£Uri fes!i»sj"^l" ^sj'iyy 

nijrpCe & areoCcm^d p*M $jt fM 3- 

&fti <uaa 3 j@ii w js$ ^§AftU q0. gu* &u»>ii ^ ^iuyy 

11/ 

ajotfious uCcer 

Uttf Ui&M W£ ptiil 

fflAH ^ 

Ubfeferi | 

y^j*! eijiy g* 
sjj «£*» iftb g* u&g 
sj?ray / 

jogeC geC /muncCisaC geC 

12I 

regurgitation 


expuCsion of contents of stomacfi 
vomiting Jl gw „§ m gd 


effortCessu j 

contraction ofi ^ I gi 

aBcCominaC muscCes 
tjste U*4» j 4u» %yj5 ^U>w gjSa U sjj fewaib 
U^jii ®^S $a*A odUgfli 
Uiy 

nausea^ gj5®y gw 

bfeijtt gW fc'dfe gi | 

?? 4ijA*& <jSjS 

kiill ” &Uw2i gW $dUSy!l 4t«ll ft A 
Um! 4J§Al U> ? sll gbw 
?? fewfrW a - 


{ftftyU faft dfti UtMjMM ^|iii gfaWk&fcft ^1 J 

<yU«ril 

t«di (miimui ^dUfM ftj^Ai gdttaw ft£ pftysioCogicaC^} 

>SW | 

faj&M^S! 4<>w gj| g^ gf f&&i 

4gy <jf gw gfr4iwww9 I 

Miki) gi d^ftnW <ylftil gi jj 

4k£ tf^iflilSat ®^S gUti jmS <u^Md ea ftjSi gk j Happy spitter 

ftigU 


iwhfcJSi 

s&s $uy* yU *wfj 

: 4fib0jJ| UI^UI ijsi $Uaarl Liti 
Uh ta to ^«i>y {@l! (j)l Uil* 
y»#ifey J ijSjS AAMjfiM U& UfeS U y 4id ;®j}y 
fCat<fidi ^§y f j®j2 

to o$s* uai 

J« ^ ) yt wtt ia a W JAd J 4fiU»>ll WMW ijvl I 

tato«krf!i Ssa«& jjsyj 

eructation of air 

? ^Ijl J 

4rtil9d y>»kl ^rffortriat ( jitfM 
OAljrfU 94il <yjrtl djAb ypUl (U^MeM | 

<y»Uwd$ fA*a*& U& | lAlgd ynj Uif 
y>athoCogicaC*% aLmi’I 

gercC 

hiataC hernia 

achaCsia 

esophageaC atresia 

? irtk&bafeH i««l <fi:W«i rjf4ej«r'i 

jSiai i- 

§4 regurgitation Jl j«t 2 - 
iiskfte yiifLy JSSSI *u ^afeg jJ 3- 
?? yi ^yu yiAii 

ttluuj flM&u wMii faAjdw i^yc investigation j$jA >yyi 


13 / 

vomitin g 

uifiy ingulf £y£ u 
Jbte Wbw 4kM y&4* ^§Smi gutci 
cCifferntiaC diagnosis q$ 
iiu> ill** &*nij bteUd 

jjAa» a »*ha. yf jdw Q$Sd ySfafcfr i 

ii^ iwhwJSi «»U yjS2 y&*» § 

vomitingUU, ii^y U-, J§f 
excCude '0 

sensoriumS fA\ meningitist§ t 

*& fete t § 41** (QJSuby § J$i* <***i 

Cetfiargy 

yrtrtliito **J «y(S $J fontaneCC yUS u$*hi j 

S'J&iS'&vi’ 4ijM!l yris IV CV 

signs of meningeaC irritation 

yaJl* 4ij^i yri$ 

?? <y$ <u$! §4 flti^intestinaC obstruction 

6j«*tL* 4&Sj4l| jl 

? jiiaarl §4 ^§yf 

? 2 X j 4U*I 4*i JM | 


distension <U gfU § 


yyj «yy §0§ j*c 

vomiting $ 

dU | »0S ^ § yfcUUft j*! <■*■& y^jAa g2*» **{§ j 
?? <y) jftflAft yy ^$j>£i iji gyy j 
symptomatic $hd § jyu» &&* *M *M § 

y^-M 


o**iJ vomiting <Ul* ^>w ( W £jm UU 

vomiting* $M\ 4 % j*l 60U $j yjA 4 $>60 «y*i 
g astro enter it is Q§^d £& 

<md diarrhea Jl j U§f <yJ *>u 

JmS 4J«1 ^0 00 &kk£j Ut &M J 
j $D$U <U ® 4 i J#U Hi 
sjji dj*4 U* <uu 


*V^Lr» 

vomiting^ 4* Ufc U#^l£ Ua) 
acute ja*sUf |^s g j fjA ^Ml 
4 Ji&** 4 ty* |@ij^ 

J£ $*>« £**$0 4 lttu 0lill 
^ i>U 4 yu g*U i 
IIII0A jmS g2la» gjAift Ul $, 


v uw y m 


U ^ 

4 

J& _ 

<U£tf *1 1 4lS 

U£i 


wy 4*ftUA 4dj§d ^ 
gUS overweight wy 

ttAdhtattiici l&rfrfSl 

r&j*ii*u ut kuy i# *yi yUaii 
<y$ 4^ «yy 


g)UJI 

btesM k# j^J 

4kiJ4 j$| 4Mj4 4JI (jpftl MIj«3MM8 

3#jJ^ 

Ml <Ui» 4lii*A 

©*j$J 

J^BlI (jpUr ||)yi 4tfUI ^ 

t£i ij*j>ansoC \$* iibll u* y 

jaiaM u ^ifi f : 1 4^MUdi ^yy • jJ 


tjsk ta 4S4* I 
MwfclM grj^ t«di UjMr UfciS 

extrapyramicCaC$ gU* ^IIILfej 

dMk^t UM*& Utlfi ®^S MM 

motinorm syrupy £uJI $ 

mUi 4cy^| j»*i 

m/ 

aS^ommuCcoRcs & distension 

llAft „§ 6jj&i0 t£A 

neonate & infant s$ 

dMyi ,>**! ^! 

(JM0JM y<* I yflijrt Wite 

i._^l sy^ ^^ 5 ^^ I 4A&&* ^ 

iu$^, &£S*» 4 s&U (jjftLA 
percussions^ $ § 
um 6 idcus$ qM§%> 
fryperresonant Uuate> 

non specificsl^ Ur«& >sa 

gU 

^Uii symptomatic + 
y«ijA ai^ ^ Um| 
obstructionism yf 


a6normaG&l% S ypU § 
severeg^iki ^SS 
organick^ Up &£* § 
pjyCoric stenosis >s} 

US&md 

<UU> p» Q^Usll fatal*! p gtW 

%dUm 

& a&ittu ^uii ***11 a! ^ ^ 

ip a! f$* 

| {jljl IfrajaUi 
Ply pi! ttlall p pH U <£} 
to 4-ijl>i JdW 4p ju»ii 
Q* yp pp | 

Up) p dp j <ysU£jJ$ uMi p dp 
: 

p&! *$*! 
p&*p up) pi 
MUfij j «y||jS p djU§ 

up «*») up up yyp» § 

aqua-vera syrup 
grip)e-wate syrup 
nonoo syrup 
aqu-cure syrup) 
aqua-6aby syrup) 


gUS § 

spasmotaC drops 

t£A gtu 

^0*2 g&*» U22 
paraCytic iCeus 

cCentinox drops 
6a6y rest drops 
simethicone drops 

®kjkt <khi § 

utf uw&i |*s 

Ijs4 ££ Jflfall V^altaMd £1 3Uta0 J0& Jj&i 

gulau 4AkM ^ &m l>4 fjS'^f <jj 
jiiiU (bftWdyi J yi&MMiAl) £0 
(^jU 4k^s U j*i 

ias ‘&a M§Aii j4! 

V 

mLt <JktM jl mUd &ji 



intussusception 


lAril ||fj &£ 


;jdi y 


k| skit y^| djMii 4Jj|sl*ir ^pHr jj 


teCes copings djUs § 

ijsiy $$ .«>&J 

4 ®y cCistaC 
<>*1 I 

&**« Jilt'd* 
gfeijrfi 

l-attacks of sfiary) a 6 cCominaCj)ain 
4s4&-j uniu j &y 

taiU&H u* U £> ffelil £* 4i£u 

2 -vomiting 

3-recC current jeCCy stooCs 

| j^Sf byJb 94 

jef/A/ Cike&kM kijmk gk» <uj 41k Ui) 
g*4 recC stooCslA®&m gS Ufa*^ tf 2 &) 

{9«i wm 

,-L!£.! ? 

1- dehydration 

mm 

2-ahdominaC distension 

3-ahdominaC mass 

6j 


v 

LLii>l«?yL^d ^LaV Ifiv. L* ^ ! J 

( jAdLa> b t 

ahdominaCpain 


+ red st ooCs 


§ 


4 *J>* JSjS (AUfti § $§M 

Jiik'll 4 *\jA ^UJ &** 

bistoryS § 

examinations u* ^ U§M 

JW&bMd § Jikll M$nM I^A |9gA*A 

red stooCsS ^Us 

<U& i^kr jU^t 4 Um d*frU& J 

Ifctoif yt^hJ <>» JSfcd 

target sign 
conservative 

reductiodMm& 

saCinel&i*i*iM barium Jlujm ti**c 
reductions ^ § 

jU^Nfall \g& ffidhteM 

obstructions <S^ g*IUJI §& 

■|I 


&kS ftji 4 m 

tfUUaH 

reductionl^km J§ku yU* 

04 i^Aii gflftfe l^uu jf 






„>*y | 04 & 4 v*i . 


obstruction aj gUt 

stooCsk^i Uv 

debydrationl§^u gLta § 

j tbi j jy $a£ ggy 

<U£ ®j^f Uyj 

*j*U 4il J&k ** gSftfr gUt 
<wm aware mm gUf gUS j 
^ ijs ui <ui jtftii $i gu* 



maCas6sorj>tion 

QklUf ji^iyii <£4 

*tt* ,^',v>,' ^ ^yi jurti ^ 

^j|Qwyti ^ iitijiii^ff gf sjUd* UA 


id JSbU JS<*m 


ijfifTiit $» ds JjJb j 


5toof anabysis^Ms jJ j 


undigested fibers 




& 


cCigestin syrup 

44M0UH £* 46 §*** djLfi ** 

**aH& £6 g>3§$§ Utfj 
J LSU^|jiigUS4^4««i 
visceraCgine syrup 
‘ 

:~4k§£sh 

jSij 2 sS§^ 

m^u ***** *sj* Ji&u «wf **sm &** 

f»$*H ‘j f djtffafl 4ftk* 4^S g2*fr J 



aBdbminaC pain 


acuta a6cComen % U 
«*fj# gfej« I&Uju j®jSS 
USjeUM § 

,Cj yys *»Ijaii gu* 

intussception 

stranguCatecC fiernia 
testicuCar torsion 


appendictis 



§ 


dfeaQ§ikd gSfe&a ^|W«§ 


JSAi! jmS Uf «»J>a | 


recurrent Jf <uu 

«*** a! J* tfbw 

&U &a£ ^ «$£ £# 

yUi!l 

1 

parasites 

4-MMi ffrftj 

g**au <ui ^*ia -j>^i jiy i Uij£i j 

J*fc£ V ♦ j»&J| ^s-iy, &i (^u 
Ugntit $ gHata {aftMi f* 'j§Asd> &&%iA 
■4@m JflAiiij 6 a* Ij j£t 

giracCiaS M 

ijsk U*i j 94*& £t ;&&**& 4H AA g j 
specif &\ Ula* U parasites Jl j 

5toof anaCysisS ytAi 

2 

Ua*f j ^laidl ^ *yy kmuti 

suprapubic pain 

yu M *** iAi* f*6iiA 42f *U gj I 
.3 

rt fiypocfiondriaCpaim?. M acute hepatitis a 

+ fever, maCaise 

JJ 4JI* Jatatl §£ ga*&4*H ^ ^ *§&* j 
jauncCiceS jptte 


miCcC *y£ jf 

Urflai $k$M gilt**. A iA gUif 

c flange of co Cor in urine & stooCs 

A 

empyema 

cCiapgragm^U irritation Uy| 

g«M »•£ <yUU | 
chest$ 

j?ain c/ie5t x-ray ^ i UtijaiA 

5 

Utbht ujftLA ^kAsi henoch schnnfeinpmpiLrA 

£M\ ijite purpura 

6 

irritaMe hgwefj^n^grrw 

SMl ^ 

d4S J*i UnJiyl U <Ji ffeiaA >«tf ^ gS*» | 

Uyyfoy 4jpUI tNiWUH jjsg g«u 4®ytt mUm<I UyJb j 

functiona (non organic ( 

04 r ^siy 4 Aft* ww*i g**» ^yy 

foj&kJs: c^sUd investigations Jl JSj 

<U**A i££ 4M ijA 

assurance + symptomatic treatment 


18/ 

const /patum 

infrequent passage of hard dry stooCs 
'■ ijljl ‘*kj UM wJb 

UtjM ***** &UI *j*iA gU U»f 
infrequent 4^4 U*l 

? 4ntf 

j8J*Sf ,; - r ***■«& #J 

je$*H 6j* t-1 ^Ue 
Caxative ^mMI y&Uf U*te g2 
&JS go Jil ^ a! fftWJ M 
difficulty g & *m y-.^ 

neCson&k <*$£5* 1 4*k Ja^o »j j 

<*M® Hj* I i*g ^ i»£ gjSy 

ftl^f 

functionaC & organic 

functional 

«<M g» 7 . '•’ ♦ go ji&l § 

functionaC ?u\ 

ijikfej Jja* gtu *»b JokH 

jMSif jttfaiiM>si^ 


^yj4a» jsy jyyys jp 
yktf jf ttijpfe JSUu yk» J 
i»Uai( j&>y **fcyy *»! &u yj&* jf 
<y>^ ^i ^ *i i 
<us £ptpi <>» 

&apU 

functional g) Jpa U J-k Up ygjjAi 
organic yp <uj Jjil Pty 

SM*JI 

assurance 

jjSMh Jikll gj f@il pu <py pU pf 
iypiSV ji 1 || 

: f>gUy 

*UI *k ^1 JStl JS jMiS <0§y p! ptt <py 
>***1 g^l I <ASWI | jUUSt Ip (pH 

J**“S Mptf „§ 

fdpil g* (ppi U Jjf £i>H (Pa p» gpiUp wpu *iP g&t* 
orange juice^Mjd I jm» gU£ j 
ojjJI gUS j 

^aLiiiti ips jt ij^yji pyp «yuk&* gS*» 

upp mip §jpj p upy gs«* i 
^ran ta^. 

pk i#Jpy Ip iPli <Up» «k§i <p fdUUI tpu pi& j 


reguCar toiCet training 

hjtem. sj&y <u§«aj 

softening of stooCs$m^& m§aU- 

gCycerine supp. 

peristaCtic movmentAg^d iijate- 

bisacCyC supp. 

TicoCax drops 

3-osmotic Caxative 

cCupfiaCac syrup 
CactuCose syrup 

JaklJ lyu j £§d ^iail 
jtil y^tW 

je&hJI <hMmri !^y y&§# 

j 

4- naturaC fibers 

agio fax saccbets 
importaC sac fie ts 


M mm* ijste y*&H 

d>» (j£tfy | 


5- domperidone ( motdium ) 


yflM 

4jA faJauyl w&UfaM <u| gdUt} ^ 

organic 

^u^ii £* 4*1 »4 

i- obstruction 

hirschsprung 

intussusceotion 

2- anaC 
anaC fissure 

perianaC dermatitis 

3- neuro 
cerehraCpaCsy 

spinaC cord Cesion 

4- endocrine 
hypothyroidism 

5- hypotonia 
down 

6- drugs 

JIM* M* 

i % § organic guLt Ajs^A Ua»3 § 

history 


examination 

investigations if needed 
History 

meconium ^ JaUI 1 - 

4-i' U Aftd 

j&A <tfUi Iff. Jjl *y jfttil g 
Hirschsprung 
2 - 

dJS j*ail Uyj^t § 4 -j w4> JUy 

obstruction^ J&+& 4A*i 4*y £l 
4 rf|^f <jf j*La J^aJI 3 - 

^abU 4U») ^aaS g&a* JUUrfl <u|«if 

examination 

1 - wt 

gtujS 4a jj JiUI yt$*u 
^>y yU2| 

2- jor 

intusscejftion^lmm 

3- abdomen 

masses *y«i $J 

?? 

jiiffiihiiAr <ut& JS jj 

Jimc tionafcjgs I 
organic <y) ri fiiii j*t 
us abdomen&m\ 


normal jJ 

*»f | Jfetl 

Jttfatfl ^fje® (M gj§^ J 
d£fi^y WUA | 


^a enema 
coConoscopy 

umII U as*j 



: ^ssfe JmU 




/<* 

4isS 4H) 40fej£ f$&fei£ 


25-^te jjjjuoll ciilkjl j |^>ja l^iiLou^l sL^.La]| .... 

...jLuaVI C-UiaV L_jIj£ 1*MaC. 1jjLAj\ 

1^ cdl jL Lg ^gj jiilj 

Ig M IjjLb Ll£ ^All djL^JajoiV Ij CjI^JLaIIj 4Jajq*\ a\I CjtLu)j^)3l C ^ <_gj ^SJ (Jaa 
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• Classification: 


TABLE 1 5-3 1 

Classification of Blood Pressure in Adults 
(Age >18 Years) 0 


Systolic Blood 


Diastolic Blood 

Classification 

Pressure (mm Hg) 


Pressure (mm Hg) 

Normal 

<1 20 

and 

<80 

Prehyper tens ion 6 

120-139 

or 

80-89 

Stage 1 hypertension 

140-159 

or 

90-99 

Stage 2 hypertension 

>160 

or 

>100 


^Classification determined based on the average of two or more property measured seated blood 
pressure measurements from two or more clinical encounters. If systolic and diastolic blood pressure 
values yield different classifications, the highest category is used for the purpose of determining a 
classification. 

*For patients with diabetes mdlrtus, significant chronic kidney disease, known coronary artery disease 
(myocardial infarction, stable angina, unstable angina), noncoronary atherosclerotic vascular disease 
(ischemic stroke, transient ischemic attack, peripheral artenal disease, abdomimal aortic aneunsm), or a 
Framingham nsk score of 10% or greater, values >13(y80 mm Hg are considered above goal; patients 
with left ventncular dysfuction have a blood pressure goal of less than 120/80 mm Hg. 
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• Laboratory tests: 

- Baseline blood tests are recommended by JNC 7 to identify those at risk for future events (Box 1 ). 


Box 1 : Baseline Blood Tests Recommended by JNC 7 


Routine tests 

• Electrocardiogram 

• Urinalysis 

• Blood glucose, and hematocrit 

• Serum potassium, creatinine, or the corresponding estimated glomerular filtration rate, and calcium 

« Lipid profile, after 9- to 12-hour fast, that includes high-density and low-density lipoprotein cholesterol, and 
triglycerides 


Optional test 

• Measurement of urinary albumin excretion or albumin/creatinine ratio 


More extensive testing for identifiable causes is not generally indicated unless blood ressure control is not achieved. 

In addition, these tests can provide clues to the etiology in those with resistant or secondary 
hypertension (Table 1). 

Laboratory Test 

Possible Clinical Implication 

Change in Management 

Abnormal urinalysis 

Renal disease 

Lower blood pressure goal 

Low serum potassium 

Primary aldosteronismCushing's 
syndrome 

Further evaluation for secondary hypertension 

Serum creatinine 

concentration 

Renal disease and renovascular disease 

Further evaluation and more aggressive 
therapy 

Hematocrit 

Polycythemia 

Further evaluation 

Electrocardiogram 

Left ventricular hypertrophy 

More aggressive therapy 

Fasting lipid profile 

Elevated risk for cardiovascular events 

Aggressive lifestyle modifications 
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• Life style modification: 

- Low sodium intake and weight reduction 

- Stop smoking and regular physical activity 


Modification 

Recommendation 

Approximate SBP 
Reduction Range 

Weight reduction 

Maintain normal body weight (body mass index, 18.4-24.9 kg/m 2 ) 

5-20 mm Hg; 10- kg 
weight loss 

Adopt DASH eating 
plan 

Consume diet rich in fruits, vegetables, low-fat dairy products, with 
reduced content of saturated and total fats 

8-14 mm Hg 

Dietary sodium 
reduction 

Reduce dietary sodium intake to no more than 100 mmol/day (2.4 g 
sodium or 6 g sodium chloride) 

2-8 mm Hg 

Physical activity 

Engage in regular aerobic physical activity (e.g., brisk walking) at least 

30 min/day, most days of the week 

4-9 mm Hg 

Moderation of alcohol 
consumption 

Most men: limit consumption to no more than two drinks/dayj Most 
women and those who weigh less than normal: no more than one 
drinkv'day 

2-4 mm Hg 


For overall cardiovascular risk reduction, stop smoking. "*T he effects of implementing these modifications are dose- and time- dependent and could be more effective for some patients. *1 oz 
or 30 mL ethanol: 12 oz beer, 5 oz wine, 1 .5 oz of 80- pro of whiskey. 

DASH, Dietary Approaches to Stop Hypertension; SBP, systolic blood pressure. 

Data from Chobanian AV, Bakris GL, BlackHR, et al; Joint National Committee on Prevention, Detection, Evaluation, and Treatment of High Blood Pressure; National Heart, Lung, and Blood 
Institute; National High Blood Pressure Education Program Coordinating Committee: Seventh report of the Joint National Committee on Prevention, Detection, Evaluation, and Treatment of 
High Blood Pressure. Hypertension 2003;42(lS):120e- 1252. Available at http :/flAJWwnh I bi.nih.gov/guidelines/hvpertension/index.htm (accessed March 12,2009). 


• Medical treatment: 

List of drugs: 

1 . Anti-adrenergic: central (alpha methyl dopa), alpha blockers (prazocin) & beta 
blockers 

2. Direct vasodilators 

3. ACE-I, ARBs, Rennin antagonists 

4. Diuretics 

5. CCBs 
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FIGURE 15-2. Algorithm for treatment of hypertension. 
Drug therapy recommendations are graded with strength 
of recommendation and quality of evidence in brackets. 
Strength of recommendations: A, B, C = good, moderate, 
and poor evidence to support recommendation, respec- 
tively. Quality of evidence: 1 = Evidence from more than 
1 properly randomized, controlled trial. 2 = Evidence from 
at least one well-designed clinical trial with randomization; 
from cohort or case-controlled analytic studies; or dramatic 
results from uncontrolled experiments or subgroup analy- 
ses. 3 = Evidence from opinions of respected authorities, 
based on clinical experience, descriptive studies, or reports 
of expert communities. (ACE, angiotensin-converting 
enzyme; ARB, angiotensin receptor blocker; CCB, calcium 
channel blocker; DBP, diastolic blood pressure; SBP, sys- 
tolic blood pressure.) (Adapted from references 1 and 2.) 



Standard 

Pharmacotherapy 


Add-on 

Pharmacotherapy 



FICURE 15-3. Compelling indications for individual drug classes. Compelling indications for specific drugs are evidence-based recommendations 
from outcome studies or existing clinical gMidelines. The order of drug therapies serves as a general guidance that should be balanced with dinical 
judgment and patient response; however, standard pharmacotherapy should be considered first-line recommendations, preferably in the order 
depicted. Add-on pharmacotherapy recommendations then are intended to be used to further reduce risk of cardiovascular events and to lower 
blood pressure to goal values. Blood pressure control should be managed concurrently with the compelling indication. Drug therapy 
recommendations are graded with strength of recommendation and quality of evidence in brackets. Strength of recommendations: A, B, C = 
good, moderate, and poor evidence to support recommendation, respectively. Quality of evidence: 1 = Evidence from more than one properly 
randomized, controlled trial. 2 = Evidence from at least one well-designed dinical trial with randomization; from cohort or case-controlled analytic 
studies or multiple time series; or dramatic results from uncontrolled experiments or subgroup analyses. 3 = Evidence from opinions of respected 
authorities, based on clinical experience, descriptive studies, or reports of expert communities. (ACE, angiotensin-converting enzyme; ARB, 
angiotensin receptor blocker; CCB, calcium channel blocker.) (Adapted from references 1, 2. 5S, and 74.) 
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Recommended Drugs 


Compelling 

Indication 


Diuretic BB ACEI ARB CCB 


Aldo 

ANT 


Clinical Trial Basis 


Heart failure 

V 

V V 

V 


V 

ACC/AHA heart failure guideline, MERIT-HF, 
COPERNICUS, CIBIS, SOLVD, AIRE, TRACE, 

ValHEFT, RALES 

Postmyocardial 

infarction 


V V 



V 

ACC/AHA post-MI guideline, BHAT, SAVE, Capricorn, 
EPHESUS 

High coronary 
disease risk 

V 

V V 


V 


ALLHAT, HOPE, ANBP2, LIFE, CONVINCE 

Diabetes 

V 

V V 

V 

V 


NKF-ADA guideline, UKPDS, ALLHat 

Chronic kidney 
disease 


V 

V 



NKF guideline, captopril trial, RENAAL, IDNT, REIN, 
AASK 

Recurrent stroke 
prevention 

V 

V 




PROGRESS 


Compelling indications for anti hypertensive drugs are based on benefits from outcome studies or existing clinical guidelines; the compelling indication is managed in parallel with the BP. 
^Conditions for which clinical trials have demonstrated benefit of specific classes of anti hypertensive drugs. 

ACEI, angiotensin-converting enzyme inhibitor; Aldo ANT, aldosterone antagonist; ARB, angiotensin receptor blocker; BB, beta blocker; CCB, calcium channel blocker. 

Data from Chobanian AV, Bakris GL, Black HR, et al; Joint National Committee on Prevention, Detection, Evaluation, and Treatment of High Blood Pressure; National Heart, Lung, and Blood 
Institute; National High Blood Pressure Education Program Coordinating Committee: Seventh report of the Joint National Committee on Prevention, Detection, Evaluation, and Treatment of 
High Blood Pressure. Hypertension 2003 ;42(16):1 206-1252. Available at http:Mrtiwwnhlbi.nih.gov/guidelines/hvpertension/index.htm [accessed March 12,2009). 


• Summary: 

Classification of hypertension is based on BP levels as well as comorbidities like 
heart disease, diabetes, and renal disease. 

Lifestyle intervention should be recommended for patients with prehypertension 
and all stages of hypertension. 

Compelling indications mandate therapy with specific medications. 
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• Mechanism of action: 

- Angiotensin-converting enzyme inhibitors reduce the activity of the renin- 
angiotensin-aldosterone system. 

- This will lead to: 

1. Lower arteriolar resistance » decrease if blood pressure 

2. Increase venous capacity, increase cardiac output, cardiac index, stroke work, 
and volume 

3. Lower renovascular resistance and lead to increased natriuresis (excretion of 
sodium in the urine). 

4. Aldosterone will decrease. 

5. Bradykinin will increase due to less inactivation that is done by ACE » dry 
cough 
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• Medical uses: 

1. Treatment of HTN 

2. Post Ml to decrease cardiac remodeling 

3. Treatment of HF 

4. Diabetic nephropathy 




Members of the group and trade names: 


- Captopril: capoten 25-50 mg 



- Ramipril: tritace 1.25-2.5-5 mg tritace protect lOmg 



- Lisinopri: sinopril, zestril 5-10-20 mg - Enalapril: ezapril 5-10-20 mg 
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- Perindopril: adwipril 4mg , coversyl 5-10 mg 



- Benzapril: cibacin 5-10-20 mg - Moexipril: primox 7.5-15 mg 



- Fosinopril: monopril 10-20 mg 
• Dosage: 

Dosage should be adjusted according to the clinical response 


Name 

Equivalent daily dose 

Start 

Usual 

Maximum 

Benazepril 

10 mg 

10 mg 

20-40 mg 

80 mg 

Captopril 

50 mg (25 mg bid) 

12.5-25 mg bid-tid 

25-50 mg bid-tid 

450 mg/d 

Enalapril 

5 mg 

5 mg 

10-40 mg 

40 mg 

Fosinopril 

10 mg 

10 mg 

20-40 mg 

80 mg 

Lisinopril 

10 mg 

10 mg 

10-40 mg 

80 mg 

Moexipril 

7.5 mg 

7.5 mg 

7.5-30 mg 

30 mg 

Perindopril 

4 mg 

4 mg 

4-8 mg 

16 mg 

Quinapril 

10 mg 

10 mg 

20-80 mg 

80 mg 

Ramipril 

2.5 mg 

2.5 mg 

2.5-20 mg 

20 mg 

Trandolapril 

2 mg 

1 mg 

2-4 mg 

8 mg 
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• Side effects: 

1- Intolerance » dry cough and angioedema » related to bradykinin metabolism 

2- Headache, dizziness, fatigue, nausea 

3- Hypotension 

4- Hyperkalemia 

5- Deacrease GFR and elevation of serum creatinine 


• Contraindications: 

1 - Intolerance 

2- Pregnancy 

3- SBP < 90mmHg 

4- Serum potassium more than 5.5 mEq/liter 

5- Serum creatinine > 3 mg/dl or increase creatinine more than 30% of the basal level 

6- Bilateral renal artery stenosis 


• Some evidence based data (how can you choose ACE-I): 


All ACE inhibitors have similar antihypertensive efficacy when equivalent doses are administered, 
captopril, the first ACE inhibitor, has a shorter duration of action and an increased incidence of adverse 
effects. Captopril is also the only ACE inhibitor which is capable of passing through the blood-brain 
barrier, although the significance of this characteristic has not been shown to have any positive clinical 
effects. 

ramipril demonstrated an ability to reduce the mortality rates of patients who suffered a myocardial 
infarction, and to slow the subsequent development of heart failure. This finding was made after it was 
discovered that regular use of ramipril reduced mortality rates even in test subjects who did not suffer 
from hypertension. Some believe that ramipril's additional benefits may be shared by some or all drugs 
in the ACE inhibitor class. However, ramipril currently remains the only ACE inhibitor for which such 
effects are actually evidence-based. 

A meta-analysis confirmed that ACE inhibitors are pivotal and certainly the first-line choice in 
hypertension treatment. This meta-analysis was based on 20 trials and a cohort of 158 998 patients, of 
whom 91% were hypertensive. Angiotensin-converting enzyme (ACE) inhibitors were used as the active 
treatment in 7 trials (n=76 615) and angiotensin receptor blocker (ARB) in 13 trials (n=82 383). Results 
showed that ACE inhibitors were associated with a statistically significant 10% mortality reduction. In 
contrast, no significant mortality reduction was observed with ARB treatment. 

Interestingly, analysis of mortality reduction by different ACE inhibitors showed that perindopril-based 
regimens were associated with a statistically significant 13% all-cause mortality reduction. 

- Taking into account the broad spectrum of the hypertensive population, one might expect that an 
effective treatment with ACE inhibitors, in particular with perindopril, would result in an important gain of 
lives saved. 
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• Combination with ARBs? 

The combination therapy of angiotensin II receptor antagonists with ACE inhibitors may be 
superior to either agent alone. 

This combination may increase levels of bradykinin while blocking the generation of 
angiotensin II and its activity at the ATi receptor. 

This 'dual blockade' may be more effective than using an ACE inhibitor alone, because 
angiotensin II can be generated via non-ACE-dependent pathways. 

Preliminary studies suggest this combination of pharmacologic agents may be 
advantageous in the treatment of essential hypertension, chronic heart failure, and 
nephropathy. 

However, the more recent ONTARGET study showed no benefit of combining the agents 
and more adverse events. 

While statistically significant results have been obtained for its role in treating 
hypertension, clinical significance may be lacking. 

Patients with heart failure may benefit from the combination in terms of reducing 
morbidity and ventricular remodeling. 

The most compelling evidence for the treatment of nephropathy has been found: This 
combination therapy partially reversed the proteinuria and also exhibited a renoprotective 
effect in patients afflicted with diabetic nephropathy, and pediatric IgA nephropathy. 



• Mechanism of action: 

- prevent the action of angiotensin II at the AT i receptor 

- They do not inhibit the breakdown of bradykinin or other kinins, and are thus only 
rarely associated with the persistent dry cough 

• Medical uses: 

1. primarily used for the treatment of hypertension where the patient is intolerant of 
ACE inhibitor therapy. 

2. More recently, they have been used for the treatment of heart failure in patients 
intolerant of ACE inhibitor therapy, particularly candesartan. 

3. Irbesartan and losartan have trial data showing benefit in hypertensive patients with 
type II diabetes, and may delay the progression of diabetic nephropathy. 

4. Candesartan is used experimentally in preventive treatment of migraine. Lisinopril 
has been found less often effective than candesartan at preventing migraine. 
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• Members and trade names: 

1- Candesartan cilexetil: Atacand, blopress 8-16 mg candesar 4-8 mg 



2- Irbesartan: aprovel, X-Tension, kasnartan, irbedrin 50-75-150-300 mg 



3- Losartan potassium: Amosar, losar, cozAAr, kanzar 25-50-100 mg 



Tarcg 160 i'>novamh. 
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larmacy.com 
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5- Olmesartan medoxomil: angiosartan, erastapex 10-20-40 mg 



6- Telmisartan: biocardis, micardis 40-80 mg 




• Side effects: 

As ACE-I except dry cough and angioedema as ARBs don’t affect bradykinin metabolism 


kdlmmmk mmrsdm 



• Centrally acting: (alpha-methyl dopa) 

- Central inhibition of sympathetic system 

- Aldomet 250mg 

- Has many S.E. specially CAH and hemolytic 
anemia 

- Safe in pregnancy so used in PIH, pre eclampsia 

• Alpha blockers: (Prazocin) 

- Block alpha receptors causing VD 

- Minipress 1,2mg 

- S.E. are sudden syncope and tachycardia 

- Used also in ttt of BPH 
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Act directly on the smooth muscle of arteries to relax their walls 

they are only used in hypertensive emergencies or when other drugs have failed, and 

even so are rarely given alone. 

They include: 

1. Sodium nitroprusside : 

A very potent, short-acting vasodilator, is most commonly used for the quick, 
temporary reduction of blood pressure in emergencies (such as malignant 
hypertension or aortic dissection). 

2. Hydralazine and its derivatives are also used in the treatment of severe 
hypertension, although they should be avoided in emergencies.They are no longer 
indicated as first-line therapy for high blood pressure due to side effects and safety 
concerns, but hydralazine remains a drug of choice in gestational hypertension. 



Renin comes one level higher than Angiotensin Converting Enzyme (ACE) in the 
Renin-Angiotensin System. 

Inhibitors of renin can therefore effectively reduce hyptertension. 

Aliskiren (developed by Novartis) is a renin inhibitor which has been approved by the 
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• Mechanism of action: 

- Beta blockers block the action of endogenous catecholamines epinephrine 
(adrenaline) and norepinephrine (noradrenaline) in particular, on (3-adrenergic 
receptors, part of the sympathetic nervous system 

- Three types of beta receptors are known, designated (3i , p and p receptors. 

- p-adrenergic receptors are located mainly in the heart and in the kidneys. 

- p-adrenergic receptors are located mainly in the lungs, gastrointestinal tract, liver, 
uterus, vascular smooth muscle, and skeletal muscle. 

- p-adrenergic receptors are located in fat cells. 

- Stimulation of preceptors by epinephrine and norepinephrine induces: 

> A positive chronotropic and inotropic effect on the heart and increases cardiac 
conduction velocity and automaticity. 

> on the kidney causes renin release. 

- Stimulation of p receptors induces: 

> smooth muscle relaxation, tremor in skeletal muscle and increases 
glycogenolysis in the liver and skeletal muscle. 

- Stimulation of p receptors induces lipolysis. 

- Beta blockers inhibit these normal epinephrine and norepinephrine-mediated 
sympathetic actions. 

- they reduce excitement/physical exertion on heart rate and force of contraction, and 
also tremor and breakdown of glycogen, but increase dilation of blood vessels and 
constriction of bronchi. 

- On blood pressure: decrease of blood pressure 

- On heart: decrease of HR, contractility and automaticity » decrease of cardiac 
work 
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• Classes of (3-blockers: 



1. Non-selective: 

Propranolol 

sotalol 

Carvedilol (has additional a-blocking activity) 



2. Pi-Selective: (there's no complete selectivity they may act on other beta 
receptors) 

bisoprolol 

atenolol 

nebivolol 




• Medical uses: 

1. Treatment of hypertension 

2. Treatment of Angina pectoris 

3. Treatment of congestive HF 

4. Class II antiarhythmics 

5. Mitral valve prolapsed (MVP) 

6. Prophylactic in Migraine 

7. Essential tremors and to control tremors & tachycardia with anxiety and 
hyperthyroidism 

8. Prevention of variceal bleeding 

9. Acute aortic dissection 

10. Hypertrophic obstructive cardiomyopathy 

11. Marfan syndrome (treatment with propranolol slows progression of aortic dilation 
and its complications) 


• Side effects: 

1. Chest: bronchospasm 

2. Heart: bradycardia, hypotension, heart block 

3. Others: fatigue, reversible impotence, masking signs of hypoglycemia in diabetes 
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• Preparations and trade names: 

1. Propranolol: Inderal & indolol 10, 40 mg 

^ portal HTN ode. <jLx3l <jl L_a^)XJ (J1 jdl ddjj dm3 j3 

Oesophageal varices, splenomegaly & congestive gastropathy 

© Li dll j\ adiVl j jidll dLLdLal (Jj 3 6 j^Jddom jd£ (JjjL 



(omor IO 


2. Bisoprolol: concor & bistol 2.5, 5, 10 mg 

usually once daily 

‘ - Jail dll !-»'■*■ J 4-ajiJ! ("ilVa JJ Aj5^AjA Lajb 

jl & cJlj jJajjl 4_j^i Y (_}l ' l Ajljilj ■ . lls (JS ^Ic. ' 'j* jjjji (JS ui 

1 ^ 1 ^ ^,1 jjj ^ * (Jlj ^ ^ ,r - 


3. Atenolol: tenormin, ateno, blokium 25, 50, 100 mg 

(JJ^I 3jj.ll ^ jki-j j Jaiujall ^-UjjI slj.1 ^Aaiji V LjI j 

pregnancy induced HTN <J' j* AjU^kU <> 





4. : dilatrol, carvipress, 1.25, 6.25, 12.5, 25 mg 

Congestive heart failure J' ja Jjkijajisi} 

jj£j jl ^Jh j Jaj jjl jj£jj 4jil J^jjjl jS]j 

chronic HF - NYHA class II or III - start with 1/8 of the target dose and increase 
the dose gradually every 1-2 weeks to reach the target dose which is 25-50 mg 

of carvedilol daily 

Carvedilol 6 . 25 mg 
Tablets 

28 tablets ^ 
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• Mechanism of action: 

- Calcium channel blockers work by blocking voltage-gated calcium channels 
(VGCCs) in tissues in which depolarization depends on calcium influx rather than 
sodium influx e.g. cardiac muscle and blood vessels. 

- This decreases intracellular calcium leading to a reduction in muscle contraction. 

- On blood vessels: arteriolar VD (not venous) » decrease of total peripheral 
resistance & after load 

- On heart: -ve inotropic, -ve chronotrpic & decrease A V conduction » decrease of 
cardiac output & slow the heart rate 

• Classes of CCBs: 

1. Dihydropyridine: 

- are often used to reduce systemic vascular resistance and arterial pressure, but are 
not used to treat angina because the vasodilation and hypotension can lead to 
reflex tachycardia. 

- with the exception of amlodipine, nicardipine, and nifedipine, which carry an 
indication to treat chronic stable angina as well as vasospastic angina 

- Dihydropiridine calcium channel blockers can worsen proteinuria in patients with 
nephropathy 

- Members are: amlodipine, nifedipine, nicardipine, lacidipine, nimodipine, 
felodipine, ...etc 

2. Non-dihydropyridine: 

a) Phenylalkylamine: 

are relatively selective for myocardium, reduce myocardial oxygen demand 
and reverse coronary vasospasm, and are often used to treat angina. 

- They have minimal vasodilatory effects compared with dihydropyridines and 
therefore cause less reflex tachycardia, making it appealing for treatment of angina, 
where tachycardia can be the most significant contributor to the heart's need for 
oxygen. 

- Therefore, as vasodilation is minimal with the phenylalkylamines, the major 
mechanism of action is causing negative inotropy. 

- The representative of this group is Verapamil 
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b) Benzothiazepine: 

- are an intermediate class between phenylalkylamine and dihydropyridines in their 
selectivity for vascular calcium channels. 

- By having both cardiac depressant and vasodilator actions, benzothiazepines are 
able to reduce arterial pressure without producing the same degree of reflex 
cardiac stimulation caused by dihydropyridines. 

- The representative of this group is Deltiazem 

• Medical uses: 

- Treatment of hypertension 

- Treatment of angina pectoris and IHD 

- They are class 4 anti-arrhythmic drugs specially in ttt of atrial flutter and AF 

• Side effects: 

- Headache & flushing 

- Hypotension & aggravation of HF 

- Reversible oedema of lower limbs 

- Bradycardia with verapamil & deltiazem 

- Tachycardia with nifedipine 

- Constipation 

- Gingival overgrowth 

• Preparations and trade names: 

- Amlodipine: 5 or 1 0mg once daily 

Norvasc, alkapress, regcor, vasopine, ...etc 


Norvasc ■ 

5 mg «m . ■ 

<t> 


I I 


RVLOCOR 
% my 


Norvasc 

10 mg Miona 

ct> 
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- Nifedipine: 10, 20, 30 mg 

Epilat, Epilat retard, adalat, adalat LA, ...etc 



- Verapamil: 40, 80, 120, 240 mg 

Isoptin, veratens, cardiomil SR etc 



- Deltiazem: 60, 90, 120, 200, 240, 300 mg 

Altiazem, delay-tiazem SR, ...etc 
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l^_i3 lL}\ r - (j; C. o~Si Jjtjj JjVI (j-o c-^-— 1 j <c.^a^a]I oSa ^a^xIiuiiA 

... dlL* I s .-^"i l ,,V I dJ^xiLallj 1^. A ''fl a]' l '' il r.j ^ -v A \1 jnt'ij 


• What we mean by diuretic: 

A diuretic provides a means of forced diuresis which elevates the rate of urination 

• Categories of diuretic and their site of action: 

1. High ceiling loop diuretics: Act on loop of Henle 

2. Low ceiling thiazide diuretics: Act on proximal part of DCT 

3. Potassium sparing diuretics: Act on distal part of DCT and collecting duct 

4. Carbonic anhydrase inhibitors: Act on PCT 

5. Osmotic diuretics: Act on many sites of nephron as illustrated on the diagram 

6. Natriuretic peptides: 

- Afferent arteriolar dilatation & efferent arteriolar constriction » ++ GFR 

- Natriuresis 

- Peripheral arteriolar and venous dilatation 



Reabsorption in red 

Secretion in green 
Percentage in blue 
Hormone in orange 
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I. High ceiling loop diuretics: [ the most potent diuretics ] 

• Mechanism of action: 

- Loop diuretics act on the Na + -K + -2CI' cotransporter in the thick ascending limb of 
the loop of Henle to inhibit sodium and chloride reabsorption. 

- This is achieved by competing for the Cl" binding site. 

- Because magnesium and calcium reabsorption in the thick ascending limb is 
dependent on sodium and chloride concentrations, loop diuretics also inhibit their 
reabsorption. 

- By disrupting the reabsorption of these ions, loop diuretics prevent the urine from 
becoming concentrated and disrupt the generation of a hypertonic renal medulla. 

- Without such a concentrated medulla, water has less of an osmotic driving force to 
leave the collecting duct system, ultimately resulting in increased urine production. 

- Loop diuretics cause an increase in the renal blood flow by this mechanism. This 
diuresis leaves less water to be reabsorbed into the blood, resulting in a decrease 
in blood volume. 

- The collective effects of decreased blood volume and vasodilation decrease blood 
pressure and edema. 

• Medical uses: 

1. Heart failure 

2. Hypertension 

3. Liver cirrhosis 

4. Renal impairment & nephritic syndrome 

• Members of the group and trade names: 

1 . Frusemide: t-iddJ ^ jsij ^ j^i 

- Most famous trade name is lasix 40mg (last six hrs. 
regarding duration of action) 

- ^IdA tLoidl (J ^j]l dl jd V Idl3 

- JLaLl t i. l j - I -.1 n ^ jl (j^l^l d 1 u dLl*dl 4x- ^)dl 

- dblc. jll ^ dVlaJI ^ C? * 0 * * Lfc jjSjj i_y5 jiUI (j^aljSI ^ 

- ddi fjljAS J (JUiLai'il (jLlxJI ^td JLxJI -laida]! (Jjjj till <^2 (Jj-i-al (_>ud j^UI j».ladd 

jLdll 

a td d (_paj_jsu ^.lll ^ ^ jjjuiLi jJI ■Lid <J]di <J _>JI dl jii (j^s e jji£ i _yS j!iUI (jV l^)lai 
^)l^)-jl Sj q jj j ^11 ^Ic. L.^1 ^ .Ir- olje-o (jjjSl.ill 43ldal Lai 

Potassium M syp or slow-K 600mg ^ J) ? ^oOj-uIj _dlj ^jotaJI j j J)lij ^Jl I ^al-XadujI ^jc- jl 

( cj die- *— i flljJadl (JolS^^UI ^alddujl (JJ^)ja (jC- jl 

Octosemide-K (frusemide 40mg + KCL 600mg) 
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2. Bumetanide: 

- Bumetanide is 40 times more potent than furosemide 
patients with normal renal function). 

- T rade names are burinex or edemex 1 mg 


3. Torsemide: 

- Compared to other loop diuretics, 
torasemide has a more prolonged diuretic 
effect than equipotent doses of 
furosemide and relatively decreased 
potassium-loss. 

- Not proven to be ototoxic 

- T rade names are examide or torseretic 
5,10,20mg 



(for 




• Side effects: 

1 . Hypokalemia » ppt digitalis toxicity 

2. Hypochloremic alkalosis » may lead to tetany 

3. Hyponatremia 

4. Hypomagnesemia 

5. Hyperuricemia » avoid in gout 

6. Hyperglycema 

7. Hyperlipidemia 

8. Ototoxic 

II. Low ceiling thiazide diuretics: 

• Mechanism of action: 

Inhibition of reabsorption of sodium (Na + ) and chloride (Cl") ions from the distal 
convoluted tubules in the kidneys by blocking the thiazide-sensitive Na + -CI" symporter. 
Thiazide diuretics also increase calcium reabsorption at the distal tubule. This action is 
augmented by parathyroid hormone 
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• Medical uses: 

1. Hypertension (they are one of the 1 st drugs of choice in ttt of HTN) 

2. Heart failure 

3. Liver cirhosis 

4. Due to its ability to lower urinary calcium excretion and therefore increasing blood 
levels of calcium it can be used in: Renal calcium calculi, osteoporosis (also 
stimulate osteoblast differentiation and bone mineral formation by unknown 
mechanism) 

• Side effects: 

1 . Hypokalemia » ppt digitalis toxicity 

2. Hypochloremic alkalosis » may lead to tetany 

3. Hyponatremia 

4. Hypomagnesemia 

5. Hyperuricemia » avoid in gout 

6. Hyperglycema 

7. Hyperlipidemia 

8. Hypercalcemia 

• Members of the group and trade names: 

1. Hydrochlorothiazide (HCT): 

- Trade names are Hydretic or hydrex 25 

2. Metolazone: 

- Trade name is metenix 5mg 

- Used in CRF in comination with loop diuretics 

3. Indapamide: 

- T rade names are Natrilix SR 1 .5mg, diurex 
2.5mg 

- reduce stroke and all cause mortality when given 
people over the age of 80 for the treatment of 
hypertension. 
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III. Potassium sparing diuretics: 

• They are weak diuretics compared to other groups 

• They are used with other groups to gain two benefits: 

1 . Synergistic effect of diuresis 

2. Retention of potassium for prevention of hypokalemia caused by loop and HCT 

• Mechanism of action: 

- These are diuretics which do not promote the secretion of potassium into the urine 

- They are competitive antagonists that either compete with aldosterone for 
intracellular cytoplasmic receptor sites, or directly block sodium channels 

- According to the mechanism they are classified into 2 classes: 

1. Aldosterone antagonists: 

> spironolactone, which is a competitive antagonist of aldosterone. 

> Aldosterone normally adds sodium channels in the principal cells of the 
collecting duct and late distal tubule of the nephron. 

> Spironolactone prevents aldosterone from entering the principal cells, 
preventing sodium reabsorption. 

2. Epithelial sodium channel blockers: amiloride and triamterene. 

• Members of the group and trade names: 

1 . Spironolactone: jKVij 

- Trade name is aldactone 25,1 OOmg 

- Used also in some cases to gain its antiandrogenic 
effect. It is frequently used to treat a variety of 
cosmetic conditions in which androgen hormones 
play a role, including hirsutism, androgenic 
alopecia, acne, and seborrhea in females. 

2. amiloride and triamterene are combined with other duretics 

• Side effects. 

1 . Hyperkalemia & metabolic acidosis 

2. Gynecomastia with prolonged use 
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IV. Carbonic anhydrase inhibitors: 

• Inhibit the enzyme carbonic anhydrase which is found 
in the proximal convoluted tubule. 

• This results in several effects including bicarbonate 
retention in the urine, potassium retention in urine and 
decreased sodium absorption. 

• Drugs in this class include acetazolamide (cidamex), 
It is used for glaucoma. 



V. Osmotic diuretics: 

Compounds such as mannitol are filtered in the glomerulus , but cannot be reabsorbed. 
Their presence leads to an increase in the osmolarity of the filtrate. To maintain osmotic 
balance, water is retained in the urine. 


VI. Natriuretic peptides: 

- Afferent arteriolar dilatation & efferent arteriolar constriction » ++ GFR 

- Natriuresis 

- Peripheral arteriolar and venous dilatation 


VII. 

1 . 

2 . 

3. 

4. 

5. 


Preparations containing diuretics combination: 
Frusemide + spironolactone » lasilactone 
50,1 OOmg 

Spironolactone + HCTZ » spirozide, aldactazide 
Amiloride + HCTZ » moduretic 
Amiloride + HCTZ + atenolol» atenoretic 
Xipamide (like HCTZ) + triametrene » epitens 



www.buckadaypharmacy.com 
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/ La (jj JIojj LaJlj JsUaJf ^ Sjlzl Jj! by 3 Lfcy ?Jdf fdjj ^yia ^jJJj j JsUsJf 4 jjJ) (j*a J^ya (jJ - 

/ jj fj£ f ±lLmj Lr yjj Ld Js jL oJi *j£ jxj ^jJJi cj) jJzZJj combo tablets 

<LjJ c yuJ o^fj! r jib jL*J) u Jjj ACE-! + ARB + Diuretic (/jit y yi* y*j - 

... f lj u^J -^y* ACE-I combination + ARB 

4£, ja* aJl 4 *mVI jfruilj fJb I (J^sxj /_ps \ jxluoA 


• ACE-I combinations : 

1 . Captopril + HCTZ » capozide 

2. Captopril + indapamide » normaten 

3. Enalapril maleate + HCTZ » ezapril-Co 

4. Lisinopril + HCTZ » sinopril Co or zestoretic 

5. Ramipril + HCTZ » tritace comp LS 

6. Perindopril + indapamide » Bipreterax, preterax 

7. Fosinopril + HCTZ » monozide 



• ARBs combinations: 

1. Losartan K + HCTZ » amosar forte, losar plus, modazar, kanzar-H, ...etc 

2. Valsartan + HCTZ » Co-Diovan, Co-Tareg 

3. Olmesartan + HCTZ » erastapex plus 

4. Telmisartan + HCTZ » Micardis Plus 

5. Irbesartan + HCTZ » CoAprovel, X-Tension Plus 

6. Candesartan + HCT » Atacand Plus 
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• Beta blockers combinations: 


1. Bisoprolol + HCTZ » concor plus 

2. Atenolol+ chlorothalidone » blokium Diu 

3. Carvedilol + HCTZ » Co-Dilatrol 



• CCB combinations: 

1. Amlodipine + benzapril Hcl »> Amlo-ACE 5/10 

2. Verapamil + trandolapril » Tarka 

3. Amlodipine + valsartan » Exforge 

4. Felodipine + metoprolol » Logimax 

5. Nifidipine + Atenolol » tenolat SR 

• Multi-ingredient combinations. 

1. Reserpine + clopamide + dihydroergocristine 
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Name: r r . . f . Date: / / 

Diagnosis: tiypMmwn &JyWpidemia Unit: 



L-o$_> JSW J-jJ sZjUI^j 8 JS 1/4 



GZ,/ JQ-tor 20mg ta6 


\ l <Q§ J ~ C \ « fl XU T I) 

Jj^-b 4_»tf jl j^Llj j e ) 
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No symptoms no treatment Jj&v La </Jj 

AjjJl jl yjj AJA jj (jax-a IjJ ASLu j\ A a tlx ! &J*-a (jJa ^ jl j JaiJa £) utu yy> J SLu AUl IJ* ^a (jLaS 


symptomatic giLSa uj^ gfaf l> <y> ^UaJi gye 







Hep taminol: 

- Mechanism: 

1. Strengthen the systolic contraction of the myocardium 

2. Peripheral vasoconstriction 

3. Increase coronary blood flow 

- Preparations: Corasore 150mg tab and drops 

Etiefrine HCI: 



Mechanism: 

1. Sympathomimetic agent, has high affinity for alpha and beta-2 receptors 

2. Increase cardiac contractility » ++ stroke 
volume 

3. ++ venous pressure 
Preparations: 

1 . Effortil 5mg tab and 7.5mg drops 

(1-2 tab tds & 10-20 drops tds) 



Efforts 




2. Vascon 5mg tab and vascon lOmg drops 
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• Midodrine: 

- Mechanism: 

1- Sympathomimetic agent with selective alpha agonist activity 

2- Peripheral vasoconstrictor only with no direct cardiac stimulatory effect and not 
cause postural hypotension 

- Preparations: 

Midodrine 25mg tab and lOmg drops (1 tab or 5-10 drops 2-3 times daily) 


• Fludrocortisone: 

- Not used as 1 st drug in hypotension 
used only in severe cases 

- Used mainly in adrenal insufficiency 
replacement therapy 

- T rade name is Astonin-H 0.1 mg tab 



and 

as 




• Introduction: 

- prevents coagulation (clotting) of blood. 

- prevents deep vein thrombosis, pulmonary embolism, myocardial infarction and 
stroke. 

- Some anticoagulants are used in medical equipment, such as test tubes, blood 
transfusion bags, and renal dialysis equipment. 

• Heparin: 

- Mechanism of action: 

> Accelerate the inhibitory effect of 

Antithrombin III on thrombin and factor X 

- LMWH or clexane is widely used as it has 
less side effects and doesn’t need 
monitoring 

- Antidote is protamine sulphate 
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• Warfarin: 

- Mechanism of action 

> Warfarin inhibits the vitamin K-dependent synthesis of biologically active forms 


of the calcium-dependent clotting factors II, VII, IX and X, as well as the 
regulatory factors protein C, protein S, and protein Z 

- Medical uses: as 2ry prevention for further thrombosis in thrombotic diseases 

1 . AF & artificial valves 

2. Ml 

3. DVT 

4. Pulmonary embolism 

- Preparations: 

> Marevan 1 ,3,5 mg 




> Starting dose usually 5mg once daily 

> Maintenance dose is according to the target INR which is different according to 
the underlying condition 

> The usual target of INR is 2-3 in many cases 

- Side effects: 

1. The most famous is hemorrhage 

2. Cross the placental barrier so it is contraindicated during pregnancy 

- Interactions: 

1. Leafy vegetables which is rich in vitamin K antagonise marevan making the 
adjustment of the dose very difficult 

2. Metronidazole and macrolides potentiate its action 
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Etamsylate: 

- Acts selectively on capillary wall and rapidly normalize its 
resistance and permeability so it has anthemorrhagic and 
capillary protective action 

- Prophylaxis and control of capillary bleeding of different 
etiology, including: menorrhagia and metrorrhagia without 
organic pathology, after trans-urethral resection of the 
prostate, hematemesis, melena, hematuria, epistaxis 

Trade name is dicynone, hemostop 250 and 500 mg 
tabs and amp. 




Phytominadion ( Vit K): 

- Essential for clotting factors ll,VII,IX,X 

- Used in ttt and prevention of He due to Vit K deficiency specially with liver diseases 

- Trade names are cona-adion, konakion, phytomenadione ^ 

Tranexamic acid: 


- Inhibits activation of plasminogen into plasmin in the 
fibrinolytic cycle 

- Used in many cases e.g. trauma, uterine bleeding, cardiac 
& ortho surgeries, dental extraction, Gl bleeding, 
hemophilia ....etc 

Trade names are Kapron, cyclokapron, tranex & bledex 

- Cl in patient with active intravascular clotting because of 
the risk of thrombosis 



ODSixiSs @oo dlffams 

• Introduction: 

- They’re group of drugs that interfere with platelet aggregation through various 
mechanisms so they can inhibit thrombus formation 

- They are effective in the arterial circulation, where anticoagulants have little effect. 

- They are widely used in primary and secondary prevention of thrombotic 
cerebrovascular or cardiovascular disease. 
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• Classes: 

1. Irreversible cyclooxygenase inhibitors: Aspirin 

2. Adenosine diphosphate (ADP) receptor inhibitors: Clopidogrel (Plavix) 

3. Phosphodiesterase inhibitors: Cilostazol (Pletal) » usually used as anticlaudicant 
and in peripheral vascular diseases(VD + antiplatelet effect) 

4. Adenosine reuptake inhibitors: Dipyridamole (Persantine) » usually used in 
sombination with aspirin (not alone) in 2ry prevention of stroke 

i. Aspirin: (acetyisaiicyiic acid) 

Mechanism of action: 

1. Irreversible inhibition of cyclooxygenase enzyme required for PGs and TXs 
formation 

2. Low doses can inhibit TX-A2 interfering with platelet aggregation 

3. Inhibition of COX-1 (PGs for inflammation) & COX-2 (PGs for gastric mucosa) 
» so it has antiinflammatory effect with Gl upset 

Medical uses: 

1. treatement of Pain, Headache, fever 

2. treatement of inflammatory diseases e.g. Rheumatic fever 

3. Prevention of heart attacks and strokes 

4. Coronary and carotid arteries, bypasses and stents 


- Preparations: 

# it has different trade names with different concentrations 

# low concentrations are used to gain the antiplatelet effect (75-81 mg) 

# high concentrations are used to gain the analgesic, antiinflammatory, antipyretic 
effect (325 mg) 

# To gain the antiplatelet effect the loading dose is 300mg (4 tabs) then the 

maintenance is 75-81 mg daily (s^i ^ ° ^ ji s4e) 

1. Aspocid, aggrex 75mg 
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2. Juspirin 81 mg 

3. Asprotect 1 0Omg 

4. Aspocard 150mg 

5. Rivoped162 

6. Aggrex 250mg, aspirin or aspocid 



- Side Effects: 

1. GIT Disturbance and erosions 

2. Prolonged Bleeding Time 

3. Salicylate intolerance 

Contraindications: 

1. Hemophilia 

2. GIT disturbances and ulcers 

3. Kidney Diseses, hyperuricenia and gout 

4. G6PD 

5. In chidren up to 1 5 years old as a treatment of common cold and influenza as it 
is linked to Reye's Syndrome 


//, Clopidogrel: 

- Mechanism of action: 

> Adenosine diphosphate (ADP) receptor inhibitor 

> The blockade of this receptor inhibits platelet aggregation by blocking 
activation of the glycoprotein llb/llla pathway. 

> The llb/llla complex functions as a receptor mainly for fibrinogen and 
vitronectin but also for fibronectin and von Willebrand factor. 

> Activation of this receptor complex is the "final common pathway" for platelet 
aggregation and is important in the cross-linking of platelets by fibrin. 

- Medical uses: 

1 . Prevention of vascular ischemic events in patients with symptomatic 
atherosclerosis 

2. Acute coronary syndrome without ST-segment elevation (NSTEMI), 

3. ST elevation Ml (STEMI) 

4. It is also used, along with aspirin, for the prevention of thrombosis after 
placement of intracoronary stent 

5. As an alternative antiplatelet drug for patients who are intolerant to aspirin. 
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- Preparations: 

# loading dose is 300mg then one tab of 75mg once daily 

1. Plavix 75mg 28 tab (205 L.E.) 

2. Stroka 75mg 30 tab (199 L.E.) 

3. Thrombo 75mg 30 tab (144 L.E.) 

4. Clopex 75mg 30 tab (60 L.E.) 

5. Myogrel 75mg 10 tab (48 L.E.) 

6. Sigmagrel 75mg 20 tab (20 L.E.) 




OOO! I 
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- Side effects: 

1. Sever neutropenia 

2. TTP 

3. Hemorrhagic disorders specially if combined with other antiplatelets like aspirin 

4. Gl disturbance 

5. Rash 

6. Respiratory (infrequent): Upper respiratory infections, rhinitis, shortness of 
breath, cough 

7. Cardiovascular: chest pain, edema (generalized swelling) 

8. Thrombocytopenia (reduction of platelets, 0.2% severe cases as compared to 
0.1% under aspirin) 


N.B. In November 2009, the FDA announced that clopidogrel should be used with 
caution in patients on proton pump inhibitors such as omeprazole and 
esomeorazoie . 
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peripheral ischemia and cerebral vascular disorders <J' ^ fcj 


• Betahistine HCL. 

- Mechanism: Histamine antagonist and improves the 
microcirculation 

- Uses: Reduce symptoms of vertigo, tinnitus, Meniere’s 
disease 

- S.E. include Gl disturbance, headache, skin rash, pruritis 

- Precautions: 

> Not given to patients with pheochromocytoma 

> Given cautiously to patients with asthma and peptic 
ulcer 

- Preparations: betaserc, verserc, microserc, histine 
8,16,24mg 

- Dosage: The usual dose is 1 6mg tab tds with meals 


20 tablets 


Microserc 

Betahtstlne MCI 


m/crosizrc 


mm I a 


i) 


betaserc 


Vilotol 



^ '* 
jj JJ jJ 


• Buflomedil HCL 

- Mechanism: Inhibits alpha receptors, inhibits platelets aggregation, improves 
RBCs deformability 

- Indications: 

1. Peripheral vascular diseases 

2. Chronic vasculopathies of the lower limb 

3. Skin necrosis 

4. Cerebrovascular disorders e.g. Cerebrovascular 
insufficiency and senile dementia 

5. Vascular disorders e.g. Raynaud’s phenomenon and 
diabetic retinopathy 

- S.E. include Gl disturbance, headache, skin rash, pruritis, vertigo, syncope and 
paraesthesia. 

- Precautions: Over dose may produce severe hypotension and tachycardia 

- Preparations: vilatol 300, 600 mg 

- Dosage: 300-600mg daily 
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Cinnarizine: or with domperidone 

Mechanism: inhibit calcium transport across cell membrane and 
antihistaminic » inhibits VC 

- Uses: used control of vestibular symptoms of both peripheral and 
central origin and of labyrinthine disorders such as vertigo, dizziness, 
tinnitus, nystagmus, nausea & vomiting 

- S.E. and precautions: like sedating anti histaminics ncluding CNS 
manifestations and ant cholinergic manifestations 

- Preparations: 

> Cinnarizine: stugeron, cinnarizine 25,75mg 

> Cinnarizine + domperidone: vertigun 

- Dosage: one tabs 2:4 times daily 

Isoxuprine: 

- Mechanism: vasodilator, relaxation of uterine smooth muscles & produce 
positive inotropic effect 

- Uses: tocolytic in premature labour, cerebrovascular insufficiency and 
Raynaud's phenomenon 

- S.E.: flushing, hypotension, tachycardia, rash & maternal pulmonary edema 

- Precautions: not given immediately post partum or in premature labor if 
there’s infection 

- Preparations: vascular, duvadilan 20mg 

- Dosage : 20mg 2:3 tmes daily 
Naftidrofuryl oxalate: 

- Vasodilator in ttt of peripheral and cerebral vascular disorders 

Enhance cellular oxidative capacity so protect cells against the result of ischemia 

- Trade names are: cerebromap, praxilene 200mg 

- Dosage: 1 cap 2:3 times daily 

Trimetazidine: 

Mechanism: Produce anti-ischemic action without affecting blood 
supply but it acts by maximizing the glucose utilization to produce 
more ATP 

- Indications: 




1. Heart: IHD (angina and Ml) 

2. ENT : vertigo and tinnitus 

3. Eye: chorioretinal disorders of vascular origin 

Trade names: vastrel MR 35mg, metacardia, 
tricardia, vastrel, vastor 20mg 
Dosage: one tab 2:3 times daily 
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• Piribedil: 

Mechanism: dopamine antagonist that increase blood supply to ischemic tissues 

Indicatons: 

1. Treatment of Parkinson's disease (PD), either as monotherapy (without L-DOPA (Levodopa)) or 
in combination with L-DOPA therapy, in the early stages as well as in the advanced stages of 
the disease. 

2. Treatment of pathological cognitive deficits in the elderly (impaired attention, motivation, 
memory, etc.). 

3. Treatment of dizziness in the elderly. 

4. Treatment of retinal ischemic manifestations. 

5. Adjuvant treatment in intermittent claudication due to peripheral 
vascular disease (PVD) of the lower limbs (stage 2). 

6. Anhedonia and treatment-resistant depression in unipolar and bipolar 
depressives (off label). 

7. Treatment of gait disorders associated to Parkinson disease (no 
related cause) and other forms of parkinsonism 

Side effects: 

1. Gl upset (nausea, vomiting, flatulence) we can add motilium 

2. Orthostatic hypotension or drowsiness may occur, particularly in predisposed individuals 

Preparations: trivastal 20mg, trivastal retard 50mg 

Dosage: One tablet daily at the end of the main meal. In severe cases: two tablets daily in two 

doses. 

• Pentoxifylline: 

Mechanism: pentoxifylline improves red blood cell deformability, reduces blood viscosity 

and decreases the potential for platelet aggregation and thrombus formation. 

- Indications: 

> It is used to treat intermittent claudication resulting from obstructed arteries in the limbs, 
and vascular dementia. 

> Pentoxifylline improves blood flow through peripheral blood vessels and therefore helps 
with blood circulation in the arms and legs (e.g. intermittent claudication), and the brain 
(hence its use in vascular dementia). 

- Side effects: nausea, dizziness, headache, flushing, angina, palpitations, cardiac 

arrhythmias 

- Precautions: 

> Not used in cerebral he and acute Ml 

> Used cautiously in IHD and hypotension 

> You should reduce the dose in hepatic and renal 
impairment 

- Preparations: Trental, pexal, pental 400mg 
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• What we mean by hyperlipidemia? 

- Elevated LDL , triglycerides, or both of them 

• Plan of treatment: 

A. Life style modification: 

- Control of diet 

- Regular exercise 

B. Antihyperlipidemics: 

1. Statins: 

Mechanism of action: 

> They are HMG-CoA reductase inhibitors so they decrease synthesis of 
cholesterol 

> They increase LDL & VLDL uptake from circulation by hepatocytes 

> Statins exhibit action beyond lipid-lowering activity in the prevention of 
atherosclerosis. 

The ASTEROID trial showed direct ultrasound evidence of atheroma 
regression during statin therapy. 

Researchers hypothesize that statins prevent cardiovascular disease via 
four proposed mechanisms: 

a. Improve endothelial function 

b. Modulate inflammatory responses 

c. Maintain plaque stability 

d. Prevent thrombus formation 
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- Preparations. 


Statin Equivalent Dosages 

% LDL Reduction 
(approx.) 

Atorvastatin 

Fluvastatin 

Lovastatin 

Pravastatin 

Rosuvastatin 

Simvastatin 

10-20% 

-- 

20 mg 

10 mg 

10 mg 

- 

5 mg 

20-30% 

-- 

40 mg 

20 mg 

20 mg 

- 

10 mg 

30-40% 

10 mg 

80 mg 

40 mg 

40 mg 

5 mg 

20 mg 

40-45% 

20 mg 


80 mg 

80 mg 

5-10 mg 

40 mg 

46-50% 

40 mg 



- 

10-20 mg 

80 mg* 

50-55% 

80 mg 



- 

20 mg 

-- 

56-60% 




- 

40 mg 

-- 

*80mg dose no longer recommended due to increased risk of rhabdomyolysis 

Starting dose 

Starting dose 

10-20 mg 

20 mg 

10-20 mg 

40 mg 

10 mg; 5 mg if hypothyroid, >65 
yo, Asian 

20 mg 

If higher LDL reduction 
goal 

40 mg if 
>45% 

40 mg if 
>25% 

20 mg if >20% 

- 

20 mg if LDL >190 mg/dL 
(4.87 mmol/L) 

40 mg if 
>45% 

Optimal timing 

Anytime 

Evening 

With evening 
meals 

Anytime 

Anytime 

Evening 


> 

> 

> 


The most famous trade names are Lipitor and Ator 
R/ ator 20mg tab ^ 

Usually at night as cholesterol synthesis appears to occur mostly 
this important with short-acting statins like simvastatin but in long 
statins like atorvastatin they can be taken at anytime of the day 



SX ° Up »tor- 


L ? p,T on 


1 


up,T on 


at night, 
acting 


- Side effects: 

> Reversible increase of liver enzymes 

> Myositis and rhabdomyolysis 

> Statins may slightly increase the risk of diabetes 
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- Drug interactions: 

> Fibrates increase the risk of rhabdomyolysis 

> Some authors suggest that not all fibrates make that drug interaction. It can only 
occur with Gemfibrizole (lopid). 

They also recommended the usage of fibrates and statins with close monitoring of 
liver enzymes and creatine kinase. 



(jiaxj X-4 (j± f iA m - ' (jma LL!) l a u uaS lJ^La *Ll£c £ j^ia ja!) LuJa 

jaiua A aAA AJV JGS J) LH> J^aI LDL J) 
can enter pores of intima and deposited making atherosclerosis 
(jA j Sja{ j AJLa (ji yi Vjl iDL J! iJp l)I JjHa 
if TGs are over 400 as with this high level they can induce fatal acute 
pancreatitis and retinal vein thrombosis so we must start by ttt of elevated TGs 


2. Ezetimibe: 

- Mechanism of action: 

> Decrease intestinal absorption of cholesterol 

> — LDL 

Preparations: cholstop , choletimb 10mg 
Side effects: 

> Reversible increase of liver enzymes 

> Myositis and rhabdomyolysis 

# there is combination of Ezeti mi be/simvastatin called INEGY to gain both 
benefits of the drugs. 

# Recent studies showed that combination of niacin with statin is superior to 
Ezeti mi be/simvastatin combinaton in decreasing arterial wall thickness and 
LDL. 

# Recent studies showed also that ezetimibe increase the arterial wall 
thickness which worsen the atherosclerosis although it decreases LDL 

# So ezetimibe is not recommended as 1 st line of treatment for elevated LDL 
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3. 


4. 


5. 


Cholestyramine: 

Mechanism of action: 

> they bind bile acids and sequester them from enterohepatic circulation. 

> Since bile acid sequesterants are large polymeric structures, they are not 
well-absorbed from the gut into the bloodstream. 

> They — LDL 
Medical uses: 

> Adjuvant therapy with statins in ttt of elevated LDL 

> In chronic liver diseases like liver cirhosis to prevent 
pruritis caused by bile acid deposition in skin 

> Treatment of diarrhea caused by excess bile salts 
entering the colon rather than being absorbed at the end 
of the small intestine e.g. after removal of the gall bladder 

> Treatment of hyperthyroidism as an adjuvant therapy by inhibiting the 
enterohepatic circulation, more L-thyroxine will be lost through defecation, 
thus lowering body thyroxine levels. 

Preparations: 

Questran, Cholestran sachet 
Side effects: 

Nausea, vomiting, constipation and flatulence 

Fibrates: 

Mechanism of action: 

> +++ lipoprotein lipolysis » Increased triglyceride-rich lipoproteins (TRL) 
lipolysis » -- TGs 

> Induction of hepatic fatty acid (FA) uptake and reduction of hepatic 
triglyceride production 

Medical uses: 

> Lowering TGs 

> Improve insuline resistance when dyslipidemia is associated with metabolic 
syndrome 

Preparations: 

> Fenofibrate: lipanthyl, Ipolex 

> Bezafibrate: Bezalip Retard 

> Gemfibrozile: lopid 
Side effects: 

++ risk of myopathy specially with statins 

Niacin (nicotinic acid): 

- LDL & TGs 
++ HDL 

Better than ezetimibe when combined to statins as mentioned before. 

S.E. are headache, diarrhea and flushing 
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Diosmin: 

- Action: This medicine is a venotonic (it increases 
venous tone) and a vasculoprotector (it increases 
resistance in small blood vessels and restores the 
integrity of cap endothelium). 

- Uses : It is recommended for treating venous circulation 
disorders (swollen legs, pain, restless legs) and for 
treating acute hemorrhoidal attack. 

- Side effects: Gl disturbances 

Preparations: daflon, dafrex, dioven 500mg 
Dosage: 

> For venous insufficiency, the dosage is 2 tablets 
daily. 

> For acute hemorrhoidal attack, the dosage is 6 
tablets daily for 4 days, followed by 4 tablets daily 
over the next 3 days. 

Rutin + vitamin C: 

- Vit C potentiat the action of rutin and it is the cement of 
connective tissue 

- As diosmin but also guard against corneal inflammation in 
DM 

- Does is 1:2 tab. Tds 

Preparations: Ruta-C, rutalex 




• Calcium dobesiiate: 

- Regulate the physiological functions of resistance and permeability of the capillary 
wall 

- Used in corneal inflammation in DM, venous 
inflammation, prevention of hge in gyna diseases 

- Dose is one cap tds with food 

Trade names: doxium 250,500mg 



47 | P a g e 


FDB GUIDE 


[Part 1] 




48 | P a g e 


[Part 1] 


FDB GUIDE 




• Introduction: 

a group of pharmaceuticals that are used to suppress abnormal rhythms of the 
heart ( cardiac arrhythmias) , such as atrial fibrillation , atrial flutter , ventricular 
tachycardia , and ventricular fibrillation . 

• Classes: 

- There are five main classes in the Singh Vaughan Williams classification of 
antiarrhythmic agents: 

1. Class I agents interfere with the sodium (Na + ) channel. 

2. Class II agents are anti -sympathetic nervous system agents. Most agents 
in this class are beta blockers. 

3. Class III agents affect potassium (K + ) efflux. 

4. Class IV agents affect calcium channels and the A V node. 

5. Class V agents work by other or unknown mechanisms. 



1 2 


0 


4 


4 
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Class 

Known as 

Examples 

Mechanism 

Clinical uses in cardiology ^ 

la 

fast-channel 

blockers-affect QRS 

complex 

* Quinidine 

* Procainamide 

* Disopyramide 

(Na 4 ] channel block (intermediate 
association/dissociation) 

* Ventricular arrhythmias 

t prevention of paroxysmal recurrent atrial fibrillation (triggered 
by vagal overactivity) 

* procainamide in Wolf f-Parkinson-White syndrome 

lb- Do not 

affect ORS 

complex 


* Lidocaine 

• Phenytoin 

* Mexiletine 

• Tocainide 

(Na 4 ] channel block (fast 
association/dissociation) 

* treatment and prevention during and immediately after 
myocardial infarction, though this practice is now discouraged 
given the increased risk of asystole 

* ventricular tachycardia 

* atrial fibrillation 

Ic 


* Flecainide 

* Propafenone 

* Moriciiine 

(Na 4 } channel block (slow 
association/dissociation) 

t prevents paroxysmal atrial fibrillation 

* treats recurrent tachyarrhythmias of abnormal conduction 
system. 

« contraindicated immediately post-myocardial infarction. 

II 

Beta-blockers 

* Propranolol 

* Esmolol 

* Timolol 

* Metoprolol 

* Atenolol 

* Bisoprolol 

beta blocking 

Propranolol also shows some class 1 

action 

• decrease myocardial infarction mortality 

• prevent recurrence of tachyarrhythmias 

III 


* Amiodarone 

* Sotalol 

* Ibutilide 

* Dofetilide 

* Dronedarone 

* E-4031 

K + channel blocker 

Sotalol is also a beta blocker^ 
Amiodarone has Class 1, II, III & IV 

activity 

* In Wolff-Parkinson-White syndrome 

* (sotalol:) ventricular tachycardias and atrial fibrillation 

t (Ibutilide:) atrial flutter and atrial fibrillation 

IV 

slow-channel 

blockers 

• Verapamil 

* Diltiazem 

Ca 2+ channel blocker 

* prevent recurrence of paroxysmal supraventricular 
tachycardia 

* reduce ventricular rate in patients with atrial fibrillation 

V 


* Adenosine 

* Digoxin 

* Magnesium 

Sulfate 

Work by other or unknown 
mechanisms (Direct nodal inhibition). 

Used in supraventricular arrhythmias, especially in Heart Failure 
with Atrial Fibrillation, contraindicated in ventricular arrhythmias. Or 
in the case of Magnesium Sulfate, used in Torsades de Pointes. 
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• Mechanism of action: 

- Digoxin binds to a site on the extracellular aspect of the a-subunit of the Na + /K + 
ATPase pump in the membranes of heart cells (myocytes) and decreases its function. 

- This causes an increase in the level of sodium ions in the myocytes, which leads to a 
rise in the level of intracellular calcium ions, thus raising the calcium concentration in 
myocardiocytes and pacemaker cells. 

- Increased intracellular calcium lengthens phase 4 and phase 0 of the cardiac action 
potential, which leads to a decrease in heart rate 

- Increased amounts of Ca 2+ also leads to increased contractility, the force of 
contraction, of the heart. 

- There is also evidence that digoxin increases vagal activity, thereby decreasing heart 
rate by slowing depolarization of pacemaker cells in the A V node. This negative 
chronotropic effect would therefore be synergistic with the direct effect on cardiac 
pacemaker cells. 

• Actions: 

1. Positive inotropic: so ++ cardiac output, -- venous congestion, -- cardiac size 

2. Negative chronotropic: due to direct inhibition of the SAN & vagal stimulation 

3. Increase excitability of the atria and ventricles 

4. Decrease AVN conduction 

5. Slight VD in HF 

6. Mild diuretic effect in HF 

7. ECG changes: 

> Digitalis effect: sagging depression of ST segment, flat or inverted T wave 

> Toxicity: Different types of arrhythmias 

• Medical uses: 

1. Rapid atrial arrhythmias: AF, atrial flutter, SVT 

2. Heart failure: 

> It is not widely used now in ttt of HF due to prsence of alternatives which have 
better effect and less side effects 

> It is used in HF if it’s accompanied by rapid atrial arrhythmias or after failure of 
control of HF by other medcations like BB, ACE-I and diuretics 

• Side effects: 

> The main side effect of digitalis and most important is digitalis toxicity 

• Contraidications: 

1. Dgitalis toxicity 

2. Ventricular tachycardia 

3. Relatively Cl in: incomplete heart block, nodal rhythm, hypertrophic cardiomyopathy 
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• Preparation: 

> Lanoxin, cardixin 0.25mg 

> Loading dose: 2 tabs for 5 days 

> Maintenance dose: one tab daily ^ jj U-jj 

> We should give the patient drug holiday as digoxin 
has cumulative effect 


• Drug interactions:- 

1 . verapamil (decreases renal and extrarenal clearance 
of digoxin, increases digoxin levels, have additive 
effects in slowing AV ) 

2. amiodarone, dronedarone( increase serum digoxin 
concentrations resulting in clinical toxicity.) 

3. clarithromycin, erythromycin 

4. itraconazole, voriconazole 


fflScoi?® ®ea fflfltfm&SfS 


• Actions: 

1 . Dilate the coronaries 

2. Reduce preload as they’re vendilators 

• Medical uses: 

1. Treatment of angina pectoris (during and in between attacks) 

2. T reatment of anal fissure 

• Preparations: 

1. Isosorbide mononitrate: 

Used as prophylactc treatment in 
between the attacks 

- Trade names are: Imdur, effox, 
monomack 20,40,60mg tab 
25,50mg cap 
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2. 


Isosorbide dinitrate: 

Usually used during the attack due to rapid 
action 

- Trade names are: Dinitra 5,1 Omg tab 
isomack 20,40mg cap 



3. Nitroglycerin: 

- May be used during the attack or in between according to the concentration 

- Trade names are: 

> Angised 0.5 (used sublingually 
durig the attack) 

> Nitromack Retard 2.5, 5mg cap 

> Nitroderm-TTS 10,15 patches 
Deponite NT5,10 patches (1-2 
patches daily) 


NitrodermTTS 5 


O NOVARTIS 


EXP 09 2012 LOT 50246 MFD 10 2009 



• Side effects. 

1. Severe headache (throbbing) 

2. Tolerance (use the smallest effective dose & allow a nitrate free interval about 8 hrs. daily) 

jJ j /Ja t AJtuJa j Cj jJ* j y_J j£ La j £*a IfLui* j L^Lua j£ J aLj 

(jLuiU! IjJMjfj j£L L j£a-4 

• Drug Interactions: 

1. Sildenafil: exaggerated VD » syncope or myocardial infarction 

2. N-acetyl cisten & captopril with sustained release mononitrate increase the efficacy of 
isosorbide mononitrate and exercise time in these patients 

3. Verapamil with sustained release mononitrate » improve left ventricular function 

4. Other CCBs with mononitrate » orthostatic hypotension 

5. Propranolol with mononitrate » decrease in portal blood pressure 


Nicorandil** nitrate dervative: 


As nitrates (venodilator) also it is arteriodilator & coronary dilator » -- preload, -- 

afterload & improves coronary circulation 

R/ randil (lOmg twice daily with max dose 30mg twice daily) 

used if there’s no response to nitroglycerin 




53 | P a g e 



[Part 1] 


FDB GUIDE 


SOUk&s, ®cs Smffmxii® & mfic a 


pain of cardiac neurosis ^ a^u uil iaaJ ^ jv 1.4 ^ Uj ajU • 

<JJ4J jj£ £^lC- (ji ijiLa dJ J d^£ l^JC- J <_A£ ij-a ^ ,jj di ijSjj JjSlj-all dJl&S jJlu 2 ^lui ujUJ) Jj£l jj^ula dJ • 

© o^a^j L$jL jj*- 4 ji i jl 4JbxU 

good history about the pain ^ JAj chest pain a* i>' J u\P ^ Jj'j ^ • 

<^u l _ li ^ 4j Vj A*u»i; Aa.u jja - 1 Vj typical schemic pain > J* <-*>' u 1 ^ » J j 
<> »j AjI ojSjI* £x& ?P* ischemic chest pain of angina or Ml J' J* Uc.>a>a jSj^> mi Luj • 

jA-alt <41 

• Criteria of chest pain of cardiac origin due to angina pectoris: 

1 . Site: diffuse retrosternal 

2. Radiation: shoulders, arms, forearms (specially the left side)- neck and lower jaw - less 
commonly back or epigastrium 

3. Character crushing, compressing, squeezing, suffocating, heaviness 

4. Duration^ several minutes (if >20 min AMI and UA should be considered) 

5. Precipitated fry: stress, sexual intercourse, cold weather, heavy meals 

6. Relieved fey: rest & sublingual nitrates 

7. Associate d syniptornsj 

> Dyspnea, palpitation, dizziness 

> Sweating, nausea, vomiting 

> Angor animi 

• Pain of unstable angina: 

1. Worsening angina: 

> increased in severity, frequency, duration 

> occurs at rest or with minimal exertion 

> pain of recent onset within 2 months 

> angina resistant to therapy 

2. 20% of UA will pass to AMI and some consider UA as intermediate syndrome 
between angina and AMI so the most important drug in that phase is antiplatelet 

• Pain of AMI: (diagnosed by typical chest pain - typical ECG - typical enzymes) 

1 . Typical: as angina but: 

> More severe, more prolonged, more radiating 

> May occur without precipitating factor & not relieved by rest or SL nitrates 

2. Atypical ': snse of indigestion, or atypical location of the pain 

3. Absent with DM i.e. autonomic neuropathy, elderly patients (silent Ml) 

• Important clues: 

1 . Anti anginal drugs are Nitrates, CCBs, BB »> usually we start with nitrates 

2. for stable angna add BB or CCBs, if persistent anginal pain on 2 drugs apply triple therapy 

3. for variant angina add CCBs to nitrates 

4. UA the most important is antiplatelets and anticoagulants 
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The following algorithm shows a brief approach to ischemic chest pain 


Chest discoml 
of isc 

fort suggestive 
hernia 

2 1 

r 

EMS assessment and care and hos 

• Monitor, support ABCs. Be prepare 

• Administer oxygen. Aspirin, Nitroi 

• If available, obtain 12-lead ECG; if 

- Notify receiving hospital with tran: 

- Begin fibrinolytic checklist 

• Notified hospital should mobilize he 

pital preparation: 

d to provide CPR and defibrillation 
glycerin, and Morphine if needed 
ST-elevation: 
smission or interpretation 

ispital resources to respond to STEMI 


Immediate ED assessment (<10 min) 

• Check vital signs; evaluate oxygen saturation 

• Establish IV access 

• Obtain/review 12-lead ECG 

• Perform brief, targeted history, physical exam 

• Review/complete fibrinolytic checklist; check 
contra i nd i cations 

• Obtain initial cardiac marker levels, 
initial electrolyte and coagulation studies 

• Obtain portable chest x-ray (<30 min) 


J\ _A.C. T.N. T. 

V Healthcare Services 

2005 ECC Guidelines 


Immediate ED general treatment 

• Start oxygen at 4 L/min; maintain 02 sat >90% 

• Aspirin 160 to 325 mg (if not given by EMS) 

• Nitroglycerin sublingual, spray, or IV 

• Morphine IV if pain not relieved by nitroglycerin 


Review initial 12-lead ECG 


9 


ST elevation or new or 
presumably new LBBB; 
strongly suspicious for injury I 
ST-Elevation Ml (STEMI) 


6 


J 


ST depression or dynamic 
T-wave inversion; strongly 
suspicious for ischemia 
High-Risk Unstable Angina/ 
Non-ST -Elevation Ml (UA/NSTEMI) 


13 


10 


Start adjunctive treatments as 

Indicated (see text for contraindications) 
Do not delay reperfusion 

• p-Adrenergic receptor blockers 

• Clopidogrel 

• Heparin (UFH or LMWH) 


Normal or nondic 
in ST segme 
Intermediate/ 

ignostic changes 1 
nt or T wave 

Low Risk UA 1 

14 

f 


Start adjunctive treatments as 

Indicated (see text for contraindications) 

• Nitroglycerin 

• p-Adrenergic receptor blockers 

• Clopidogrel 

• Heparin (UFH or LMWH) 

• Glycoprotein llb/llla inhibitor 


.Yes 


11 



Time from onset of 

1 >12 hours 

Admit to monitored bed 


symptoms ^12 hours 

J 

Assess risk status ; 


8 


^ <12 hours 


Reperfusion strategy: 

Therapy defined by patient and center 
criteria 

• Be aware of reperfusion goals 

- Door-to-balloon inflation (PCI) 
goal of 90 min 

- Door-to-needle (fibrinolysis) 
goal of 30 min 

• Continue adjunctive therapies and: 
• ACE inhibitors/angiostensin 

receptor blocker (ARB) within 
24 hours of symptom onset 

- HMG CoA reductase inhibitor 
(statin therapy) 


12 


High-risk patient 

• Refractory ischemic chest pain 

• Recurrent/persistent ST deviation 

• Ventricular Tachycardia 

• Hemodynamic instability 

• Signs of pump failure 

• Early invasive strategy, including 
catheterization and revascularization 
for shock within 48 hours of an AMI 

Continue ASA. Heparin, and other 

therapies as indicated. 

• ACE inhibitor/ARB 

• HMG CoA reductase inhibitor 
(statin therapy) 

Not at high risk; cardiology to risk-stratify 


Develops high or intermediate 
risk criteria 
OR 

Troponin-positive? 

No 

1 5 y 

Consider admission to ED 
chest pain unit or to 
monitored bed in ED 
Follow: 

• Serial cardiac markers 
(including Troponin) 

• Repeat ECG/continuous 
ST segment monitoring 

• Consider stress test 




16 


Ves 


Develops high or intermediate 
risk criteria 
OR 

Troponin-positive? 


J 


17 


No 


If no evidence of ischemia 
or infarction, can discharge 
with follow-up 
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amSMM 



• Introduction: 

- Diabetes mellitus is a chronic disease which cannot be cured except in very 
specific situations. 

Management concentrates on keeping blood sugar levels as close to normal 
"euglycemia" as possible, without causing hypoglycemia. 

- This can usually be accomplished with diet, exercise, and use of appropriate 
medications (insulin in the case of type 1 diabetes, oral medications, as well as 
possibly insulin, in type 2 diabetes). 

- Patient education, understanding, and participation is vital, since the complications 
of diabetes are far less common and less severe in people who have well-managed 
blood sugar levels. 

- The goal of treatment is an HbAI C level of 6.5%, but should not be lower than that, 
and may be set higher. 

- Attention is also paid to other health problems that may accelerate the deleterious 
effects of diabetes. These include smoking, elevated cholesterol levels, obesity, 
high blood pressure, and lack of regular exercise. 
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• Diet control: 

- Important in control of both types of DM 

- The main goal is to keep the caloric intake n a range compatible with insulin 

- For average weight patient the daily caloric intake should be 30cal/kg/day 

- Diet should contain 50% carbohydrates, 30% fats, 20% proteins 

- Avoid simple sugars and allow complex sugars 

- High fiber diet and small frequent meals 


What is the Diabetes Food Pyramid? 

The Diabetes Food Pyramid is a general see on many food packages. 7tie food groups 
guide of what and how much to eat each and suggested servings per day are listed 
day. It is similar to the Food Pyramid you below: 

■The pyramid is divided into six groups. 

■ You should eat more foods from the 


■The number of servings needed every 
day is not the same for everyone, so a 
range of servings is given to ensure you 
get the foods you need for good health. 


largest group at the base of the pyramid 
and less from the smaller groups at the 
top of the pyramid. 



Vegetables: Provide vitamin: 
folate, and fiber. 3-5 serving: 


Grains, Beans, and Starchy 
Vegetables: Good source of 
B vitamins and fiber. 6 or 
more servings/day. 


Milk: Source of calcium, prc 
vitamins A and D. 2-3 servin 



Meats and Others: Good 
source of iron, zinc, B vitamins, 
and protein. 2-3 servings/day. 


Fruits: Contain vitamins C, A, 
potassium, folate, and fiber. 
3-4 servings/day. 


Source: National Diabetes Education Progam 


STEVE LOPEZ,' Staff Artist 
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• Insulin: 

- Indications: 

1. Type I DM 

2. Type II DM not controlled by diet and oral hypoglycemic drugs 

3. DKA & hyper osmolar coma 

4. Diabetes with pregnancy 

5. Surgery 

6. Severe liver or renal disease 

7. Severe stress e.g. infection 

- Preparations: 

1. Rapid-acting types are presently insulin analogues, such as the insulin 
analogues aspart or lispro. These begin to work within 5 to 1 5 minutes and are 
active for 3 to 4 hours. Most insulins form hexamers which delay entry into the 
blood in active form; these analog insulins do not, but have normal insulin 
activity 

2. Short-acting, such as regular insulin - starts working within 30 minutes and is 
active about 5 to 8 hours. 

3. Intermediate-acting, such as NPH- starts working in 1 to 3 hours and is active 
16 to 24 hours. 

4. Long-acting, such as ultralente insulin - starts working in 4 to 6 hours, and is 
active well beyond 32 hours. 

5. Insulin glargine and Insulin detemir- both insulin analogues which start 
working within 1 to 2 hours and continue to be active, without major peaks or 
dips, for about 24 hours, although this varies in many individuals. 

6. A mixture of NPH and regular insulin - starts working in 30 minutes and is 
active 16 to 24 hours. There are several variations with different proportions of 
the mixed insulins. 

7. A mixture of Semilente and Ultralente (typically in the proportion 30% 
Semilente to 70% Ultralente), known as Lente, is typically active for an entire 24 
hour period. 



> The most important and common in uses is 
Mixtard 30 lOOlU/ml (30% regular insulin + 70% NPH) 

r ) 6 JX-UJ J 

> 1 ml contains 100 IU of insulin human. 1 vial 
contains 10 ml equivalent to 1000 IU 
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- Dosage: 

> If a patient is newly diagnosed, the usual daily total insulin requirement for Type 
1 diabetes is 0.5-0. 7 units/kg/day. For Type 2 diabetes, the usual total insulin 
requirement is 0. 5-1.0 unit/kg/day. 

> Treatment is usually started with 20 unit/day in average weight patient & 
gradually increased by 5-10 units/day until blood glucose is controlled 

> Close monitoring of blood glucose level is a must via: 

❖ Home procedure daily 

❖ Lab blood glucose every month 

❖ HbAlc every 2-3 months 

- Routes of administration: 

> Subcutaneous : most common route 

1. Single injection before breakfast: 

❖ 30% short + 70% long of the required dose 

❖ Advantage: single shoot 

❖ Disadvantage: nocturnal hypoglycemia & no strict control 

2. Twice daily injections: commonly used 

❖ Morning injection 2/3 of the total daily dose 

❖ Evening injection 1/3 of the total daily dose 

3. Multiple daily injections: 

❖ Short acting before each meal and single long acting at night 

❖ Used after DKA and with poor glycemic control 

4. Continuous subcutaneous insulin infusion (insulin pump or artificial pancreas) 

❖ Supplies short and long acting over the 24 hrs via subcutaneous catheter 

❖ Delivers Basal insulin along the whole day and bolus dose with meals 

❖ Advantages: 

s Eliminate the need of the injections 
s More accurate than injections 
s Decrease fluctuation in blood glucose level 

❖ Disadvantages: 

S Expensive 
S Inconvenient 

S DKA if the catheter accidentally comes out & there’s no insulin for hours 

> Infusion or IM: in cases of emergency e.g. DKA & hyperosmolar coma 

> Insulin spray nasal or oral (recent) 

> Oral insulin and pancreatic transplantation 

- Side effects: 

1. Hypoglycemia: overdose or missed meal 

2. Lipodystrophy 

3. Weight gain 

4. Insulin resistance due to antibodies against insulin preparations (least with 
human) or obesity 

5. Allergy (least with human) 
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• Ora / hypoglycemic drugs: 


IT 


This is an overview on classes of oral hypoglycemic drugs: 

-Insulin sensitizers: - Insulin secretagogues : 

Biguanides Sulfonylureas 

Thiazolidinediones Non-sulfonylureas: i.e. meglitinides 

-AlDha-elucosidase inhibitors -DioeDtidvl Peotidase-4 Inhibitors 





(Biguanides: (metformin) 1 st Cine drug of_cjwice in. ttt of type 2 (D9/L 

Mechanism of action: 

1. Decrease blood glucose via: (it is euglycemic and don’t cause hypoglycemia) 

> Decrease glucose absorption 

> Decrease gluconeogenesis 

> Increase passage of glucose into cells 

2. Improves insulin resistance 

3. Decrease appetite 

Indications: 

1. Type 2 DM (Typical reduction in glycated 
hemoglobin (A1 C) values for metformin is 1 .5-2.0%) 

2. Polycystic ovary syndrome 

3. Prediabetes and gestational diabetes (controversy) 

Side effects: 

1. Gl disturbances including diarrhea, cramps ...etc (most common) 

2. Loss of appetite 

3. Lactic acidosis 

4. Homocysteinemia 

5. Anemia due to B1 2 malabsorption 

Contraindications: 

1 . Type I DM 

2. Type II DM with severe hyperglycemia 

3. DKA 

4. Diabetes with pregnancy 

5. Surgery 

6. Severe liver or renal disease 

Preparation and dosage: 

> Cidophage, glucophage, diaphage 500,850, 1000 mg 

> R/ metformin 500mg tab t l&VI ^ 

Interactions: 

> Cimetidine and cephalexin increase plasma concentration of metformin 
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S r ThazoCicfinediones : (gtttazones) (Piogtitazone 


- Mechanism of action: 

> Thiazolidinediones or TZDs act by activating 
PPARs (peroxisome proliferator-activated 
receptors), a group of nuclear receptors with 
greatest specificity for PPARy (gamma). 

> It modulates the transcription of the insulin- 
sensitive genes involved in the control of glucose 
and lipid metabolism in the muscle, adipose 
tissue, and the liver. 

> As a result: 

1. Insulin resistance is decreased 

2. Adipocyte differentiation is modified 

3. VEGF-induced angiogenesis is inhibited 

4. Leptin levels decrease (leading to an 
increased appetite) 

- Indications: 

1. Type 2 DM (Typical reduction in glycated 
hemoglobin (A1C) values is 1 .5-2.0%) 

2. Polycystic ovary syndrome 

- Side effects: 

1. Fluid retention and edema 

2. Increase risk of bladder cancer 

- Contraindications: 

1. Type I DM 

2. Type II DM with severe hyperglycemia 

3. DKA 

4. Diabetes with pregnancy 

5. Heart failure 

- Preparations and dosage: 

> Actos, ensudyne 15,30mg diabetonorm 45mg 

> 15-45mg once daily 
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S SuCfonyCureas 

- Mechanism of action: 

1. Increase insulin secretion from pancreas (main action) 

2. Decrease insulin resistance 

3. Decrease hepatic glucose production, decrease of hepatic clearance of insulin 

4. Decrease lipolysis 

- Generations: 

> First generation (long acting » high incidence of hypoglycemia) 

a. Chlorpropamide 

b. Tolbutamide 

c. Tolazamide 

> Second generation (short acting » less incidence of hypoglycemia) 

a. Glipizide 

b. Gliclazide 

c. Glibenclamide 

d. Glimepiride 

Some classify glimepiride as second-generation, while others classify it as third-generation. 

- Indications: 

> Type 2 DM 

- Side effects: 

1 . Hypoglycemia specially with 1 st generation 

2. BM depression specially with chlorpropamide 

3. Gl irritation 

4. Skin rash 

5. Weight gain 

- Contraindications: 

1. Type I DM 

2. Type II DM with severe hyperglycemia 

3. DKA 

4. Diabetes with pregnancy 

5. Surgery 

6. Severe liver or renal disease 

- Preparations: 

1. Glipizide: 

> oral rapid- and short-acting anti-diabetic 
drug 

> trade name: minidiab 5 

> not secreted by kidney so suitable for 
patients with renal impairment 
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2. 

> 

> 


3. 

> 

> 


> 


4. 

> 

> 

> 

> 

> 


Gliclazide: 

Diamicron 80mg , 
diamicron 30,60 MR 

Dosage: 80-240mg daily 
on dvided doses 

Glibenclamide: 

Trade name: daonil 5 
Vz tab /1 2 hrs increased 
gradually till reach 
normal blood level with 
maximum dose 3 tabs 
daily 

Side effects: 

1. This drug is a major cause of drug induced hypoglycemia, (up to 20-30%) 

2. Cholestatic jaundice is noted. 

3. Associated with significantly higher annual mortality when combined with 
metformin than other insulin-secreting 

medications 



Glimepiride: 

3 rd generation SU 

Less incidence of hypoglycemia 2-4% 
Trade names: amaryl, dolcyl 1,2, 3, 4 mg, 
diabenor 2,3 mg, glimadel 1,2, 3, 4 
Dose is 1-4 mg once daily 
Considered the best member of SU 


Amaryl 2.0 

□ 

» i ibkvvi4«rK v Aventis 
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S MegCitinides: 

> Have the same action of SU as secretagogues 

> They are more potent than SU and with less 
incidence of hypoglycemia 

> Members: 

1. Repaglinide: novonorm 0.5,1 ,2 mg 

2. Nateglinide: starlix 120mg 

Repaglinide caused an increased incidence in male rats of benign 
adenomas (tumors) of the thyroid and liver. No such effect was seen 
with the other drug of its class nateglinide. 


S JiCpha-gCucosicfase infii6itors: (acar6ose) 

- Mechanism of action: 

> Alpha-glucosidase inhibitors are saccharides that act as competitive inhibitors of 
enzymes needed to digest carbohydrates: specifically alpha-glucosidase 
enzymes in the brush border of the small intestines. 

> The membrane-bound intestinal alpha-glucosidases hydrolyze 
oligosaccharides, trisaccharides, and disaccharides to glucose and other 
monosaccharides in the small intestine. 

> Acarbose also blocks pancreatic alpha-amylase in addition to inhibiting 
membrane-bound alpha-glucosidases. Pancreatic alpha-amylase hydrolyzes 
complex starches to oligosaccharides in the lumen of the small intestine. 

- Uses: 

> Type 2 DM particularly with post prandial hyperglycemia (less effective than 
most other diabetes pills in decreasing glycated hemoglobin). 

- Side effects: 

> Gl upset in the form of flatulence and 
diarrhea due to action of colonic 
bacteria on undigested 
carbohydrates 

- Preparations & dosage: 

> Glucobay 50,1 OOmg 

> 1 00-400mg daily at the start of the 
meal 
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s ( DipeptidyCpepticCase-4 indi6itors: 

- Mechanism of action: 

> increase incretin levels (GLP-1 and GIP), which inhibit glucagon release, which in 
turn increases insulin secretion, decreases gastric emptying, and decreases blood 
glucose levels. 

> Incretins are insulin secretagogues. The two main candidate molecules that fulfill 
criteria for being an incretin are glucagon-like peptide-1 (GLP-1) and gastric 
inhibitory peptide (glucose-dependent insulinotropic peptide, GIP). Both GLP-1 and 
GIP are rapidly inactivated by the enzyme dipeptidyl peptidase-4 (DPP-4) 



Stim ulates 
insulin 
release 


I nhibits 
glucagon 
re lease 



DPP- 
enzy m i 
inactivati 
\GLP-1 



DPP-4 inhibitors (drugs) block DPP-4 
and decrease glucose 


- Members: 

> Sitagliptin: januvia 

> Vildagliptin: glavus 


Jq 


nuvi'a 


100 


-- 

> 


- Side effects: 

y nasopharyngitis (the common cold), headache, nausea, hypersensitivity and skin 
reactions 
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P The DPP-4 enzyme is known to be involved in the suppression of certain malignancies, 

particularly in limiting the tissue invasion of these tumours. Inhibiting the DPP-4 

enzymes may allow some cancers to progress 

S Injecta6Ce Incretin mimetics: 

• Injectable Glucagon-like peptide analogs and agonists 

- Glucagon-like peptide (GLP) agonists bind to a membrane GLP receptor. 

As a consequence, insulin release from the pancreatic beta cells is increased. 
Endogenous GLP has a half-life of only a few minutes, thus an analogue of GLP 
would not be practical. 

a) Exenatide (also Exendin-4, marketed as Byetta) is the first GLP-1 agonist 
approved for the treatment of type 2 diabetes. Exenatide is not an analogue of 
GLP but rather a GLP agonist. Exenatide has only 53% homology with GLP, 
which increases its resistance to degradation by DPP-4 and extends its half- 
life. Typical reductions in A1 C values are 0.5-1 .0%. 

b) Liraglutide, a once-daily human analogue (97% homology), has been developed 
by Novo Nordisk under the brand name Victoza. The product was approved by 
the European Medicines Agency (EMEA) on July 3, 2009, and by the U.S. Food 
and Drug Administration (FDA) on January 25, 2010. 

s c . Therere many com6ination drugs 6etween metformin and SI) most 

of the other groups to form com6o ta6hets for examples: 

• Amaryl-M (amaryl+ metformin) 

• Janumet (sitagliptin + metformin) 

• Pioglumet (pioglitazone + metformin) 

■ Glucovance, diavance, glimet, meburide (glibenclamide + metformin) 

• Engilor (glipizide + metformin) 
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KEY POINTS regarding type II DM 


• Glycemic targets and glucose-lowering therapies must be individualized. 

• Diet, exercise, and education remain the foundation of any type 2 diabetes treatment 
program. 

• Unless there are prevalent contraindications, metformin is the optimal first-line drug. 

• After metformin, there are limited data to guide us. 

• Combination therapy with an additional 1-2 oral or injectable agents is reasonable, 
aiming to minimize side effects where possible. 

• Ultimately, many patients will require insulin therapy alone or in combination with other 
agents to maintain glucose control. 

• All treatment decisions, where possible, should be made in conjunction with the 
patient, focusing on his/her preferences, needs, and values. 

• Comprehensive cardiovascular risk reduction must be a major focus of therapy 


f _ Initial drug 
monotherapy 

Efficacy (lHbA 1c ) 
Hypoglycemia 
Weight 
Side effects 
Costs 


Two-drug 

combinations 3 

Efficacy {i HbA K ) 
Hypoglycemia 
Weight 

Major side effects) 
Costs 


Three-drug 

combinations 


v More complex 
^insulin strategies 


Healthy eating, weight control, increased physical activity 


Metformin 

high 

low risk 

neutra I/loss 

Gl I lactic acidosis 

low ..... 

If needed to reach individualized BbA 1s target after -3 months, proceed to two-drug combination 


Metformin 

+ 

Sulfonylurea* 


high 

moderate risk 

gain 

hypoglycemia 0 
low 


Metformin 
+ 


Metformin 
+ 


Metformin 


Metformin 


Thiazohdine- 

dione 

high 


low risk . ... 
gain . ... 

edema, HF : Fk's c 
high - 


DPP-4 Inhibitor 

intermediate - 

low risk 

neutral ...... 

rare 0 

high 


... 


GLP-1 receptor 
agonist 


high — 
low risk 


Gl c . 
high 


Insulin (usually 
basal) 


highest 

high risk 
gain 

hypoglycemia 0 
variable 


If needed to reach individualized HbA^ target after -3 months, proceed to three-drug combination 
(order not meant to denote any specific preference): 


Metformin 

+ 

Sulfonylurea* 


Metformin 

+ 


Metformin 

+ 


Metformin 


Metformin 

+ 


TZD 


DPP^H 


Of I GLP-1-RA I 


or I Insulin 0 



GLP-1 receptor 
agonist 


L 


su b 


J 


[ 


TZD 


1 


or I^Jnsulin^Jj 


Insulin (usually 
basal) 


l 


TZD 


] 


| DFF-4h | 
or | GL ^I -RA*| 


If combination therapy that includes basal insulin has failed to achieve HbAlc target after 3-6 months. 
proceed to a more Complex insulin Strategy, usually in combination with one or two non-insulin agents: 


Insulin 0 

(multiple daily doses) 




Algorithm for management of type II DM by american diabetes association 2012 
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1. Vitamin B complex: 

> Trade names: neurovit, neuroton, 
bico forte, ... etc 

> Used commonly with DM 

> One tab. tds 






2. Thiotacid: 

> Active ingredient: thioctic acid 

> Indications: 

■ Diabetic polyneuropathy 

■ Neuritis 

■ Poly-neuritis 

■ Optic neuritis 

■ Encephalopathies 

> 600-1800 mg daily in divided 
doses 



3 . 

> 

> 


> 


Milga: 

Active ingredients: Benfotiamine , vitamin B6, vitamin B12 
Indications: 

■ Diabetic polyneuropathy 

■ Neuritis 

■ Poly-neuritis 

One to three tabs. Daily ( should be 
taken with adequate amount of liquid) 



4. Folic acid b 

> Trade name: f ole acid 

> Commonly in pregnancy during the 1 st trimester only 

> One tab. Once daily 
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5. Iron: 

> Trade names: hemoton, hemacaps, ferro iron, 
ferrosanol doudenal e, ... etc 

> Used in iron deficiency anemia, pregnancy, ... etc 

> One cap. After the main meal 

> S.E. GI upset and constipation 

> Cl with peptc ulcer 




m<m * 



ferro sanol 

duodenaf 



6 . Calcium: 

> Trade names: calcinmte mar cal, uskade, ....etc 

> Used commonly in patents with renal diseases, pregnancy, ... .etc 
One cap. tds 


7. Vitamin D: 

> Trade names: one aipha^ bone one 

> Used in vit D deficiency, renal failure (lack of activation ofvit D) 

> One tab. 


8. Potassium: 

> Trade names: potassium M si/rap, slow K tabs. 

> Uses: with diuretics (loop, thiazide) and some renal diseases with hypokalemia, other 
causes of hypokalemia ...etc 


9. Vitamin C: 

> Trade names: cevarol, C-Retard 

> Uses: phosphate stones, common cold, CT 
diseases ( vitamin c is the cement of connective 

tissue) 
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10. Zinc: 

> Trade names: area zinc 

> Uses: zinc is essential for hair & skin, during pregnancy, treatment of acne 


11. Multi vtamines: 

> Trade names: 

Vitamax plus, mniravit, Ferro cal, totavit, ....etc 
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Name; Date: / / 

Diagnosis: < CZ?y£?j(Z.. 2... Unit: 



C'idop/iage Retard 850mg ta6 

L_0 9_> pLsuuLjeJI^ j I V~\ & U At] 

( R^/ jZLmaryC 3 mg taB 

Lj_c^» oj-o jl h a T f 

JZLspocicC 7 5 trig taB 



( R^/ J^Ltor 20mg taB 
^,/ ‘Neuro vit taB 

8 


J . O^J-* 
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(jjii j» jV 1 fl iliLLijjJl ‘ “-** (jj jaSI <jl u-Jall . .. jl a a ^Uj| i^ujSali ffra f ja. AjjjaJl CjULuxail 

ifjj* jU-ia-a L$j3 

4j| J£ s-loJj Ijlj ^ial ^Jaou u A* j^a-a j£ ijjauA AjjaaJ) GUI Jaajl <jfr lilalajljua oJljjjj 
£ Jail jal (_j3 Aij)MUfc »Jj uuaLlalt (jLaii uiuillaJI (_j jaaJl jLuaail - 'A*, „l ^jxj Jjlu jJaj <jjiu ^JV AjjaaJl GUI Ja>jl -I <A*., ..I 

How to choose antibiotic u',w » J 
antibiotic resistance JJ 0^' »■> Ctf Cy j*^ ^ jL ^' o-jj* ^ ^ <OV 

#>uS gvu. (ji u-ujS 4j|j ja sjj culture and sensitivity jp <> gjp ^j' empirical ^ 

5_cj> j_a&i ^_ji o^— common causative organism Jl £j— i i— ^ <1$—^ U'j 

APjja j»jV ^iUJl (jjjjS t/ ifr ^um La Ju <j£jlaiuil La £)U*J| 

(^jJLc 5-jaU j^a j » 4 jy uul ijjaLL ? jy tienam Jl ^ ijj empirical lh**" ^ oijU2m £'>ii ^ 

1 st line of antibiotic therapy Jl lA« M 3 <>j 

£ljj| j^-wl ( _fA AjI J^$£j I n'Aj aJj Aijjtail LjjjSJI £ljj| <j^ £ jJ u hi jj aJ ^jjaJI JUaxail UUaa jlj Spectrum *Lal£ 

WSSall 

Spectrum: 

1. G +ve: 

e.g. streptococci, pneumococci, Staphyloccci 

""V Vj antistaph j* ‘-jje-t <ov G +ve J j* o' lsj^ aIg~, ^ Gis uitLj 

2. G-ve: 

e.g. E. coli, klebsiella, Pseudomonas 

""V Vj antipseudamonas > fjV G -ve J j* o' lsj^ ^ ^ 

3. Atypical: 

e.g. mycoplasma, Chlamydia, Campylobacter 

protein J' ^ penicillin & cephalosporins J' ls j ls j j cell wall J' ^ ^ • 

AiiiL* AajjL quinolones, marolides, aminoglucosides J' l?J synthesis 




Antibiotic or synthetic drug 

Mechanism of action 

Target bacteria 

Pen ici Hi n 

inhibits cell-wall synthesis 

Gram-positive bacteria 

Ampicillin 

inhibits cell-wall synthesis 

broad spectrum 

Bacitracin 

inhibits cell-wall synthesis 

Gram -positive bacteria; used 
as a skin-ointment 

Cephalosporin 

inhibits cell-wall synthesis 

Gram-positive bacteria 

Tetracycl ine 

inhibits protein synthesis 

broad spectrum 

Streptomycin 

inhibits protein synthesis 

Gram-negative bacteria, tuberculosis 

Sulfa drug 

inhibit cell metabolism 

bacterial meningitis, urinary- 
tract infections 

Rifa mpin 

inhibits RNA synthesis 

Gram-positive bacteria and 
some Gram-negative bacteria 

Quinolines 

inhibit DNA synthesis 

urinary-tract infections 
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Cell Wall Construction 




Folic Acid 
Synthesis 



Trimethoprim 


Sulfonamides 



PABA = 

para-aminobenzoicacid 

DHF = 

Dihydrofolate 
THF = 

Tetrahydrofolate 


Structure and Function 
of 

DNA 
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Structure and Function 
of the 

Cell Membrane 




Protein 



Bacteria Cell 


Cell Membrane 
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I. Penicillin: 

• Discovered in 1928 by Alexander Fleming 
while he was doing culture to penicillium 
rubens » he found exudation of substance 
with antibiotic properties 

• The 1 st discovered family of antibiotics and 
was used for wounds and skin infections 

• Act on bacterial cell wall » inhibiting its 
synthesis 

• Contain 5 subgroups: 

1. Natural penicillin: 

- Cover G +ve bacteria but not antistaph 

- Acid sensitive so no oral form (except ospen) 

Penicillinase sensitive so not antistaph 

- Short duration of action so can be taken every 6 hours 

- Unstable Ac-^aJ o * . v * U A» .i>..ij j' ^ ^iSjpLa j ^lc. a a * a J tjaii Uaj La] ^_i*j 

jjj Aia (^111 Ajjlj 

Members: 

a. Benzathine penicillin (long acting penicillin) ^ 

> Trade names: retarpen, 

Depopen(^^' ^ La] JJs j . . .etc 

> Vial contains 1 ,200,000 IU 

> Dose: one vial evers 2-3 weeks 

> Used in prophylaxis and ttt of RF 

> Very Painful and may cause severe allergy 

la , a elstA -lalluj A jaa. 4j.nl . jLiiaJ (Jaju ^ ji 

1 j Lk - - . >» j „ 

(jl lx AJ A aI frLoUJ (Jj^la (jjLuUj]l AjLa^U 

J ^x B a I' (Jj^la (jjluUJ aLBa 

A \l* A Jaj^jAW Aj ^ jV AAA^jjLaj^)]l ^ A^Ji (_)^aJ^AAj IxjU 

^ (jA <- Jja. (j£aa (jV Aaa^jjLajj Ail oL1x_a jaa oB 

A3j^)X_a 1| Jaj^)Al]l ^-3 Aaa^jjIaj^)]I ^3 (J. ^,1 q a\I t it ^ *itt 1 _aI a!£ » ■ ..-vtl ^3 (jIBaAj 
migrating, affect the big goints, affected joint is red, hot, swollen with 
limitation of movement ....etc 

> RF = evidence of recent streptococcal infection ( ASO rising titre or +ve 
throat culture) + 2 major criteria or 1 major with 2 minor 

^ (Jj^ja Baij Ala.j ^3 ^SajuIu (_JiJa (_£ I j^jaa IjSl Bli j 
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b. Penicillin G: 

> Trade names: penicillin G 

> Vial contains 1 ,000,000 III 

> Dose: every 6 hours 

> Can cross BBB so can be used in meningitis 

c. Penicillin V: 

> Trade names: ospen 1g, 1.5g 

> The oral form of natural penicillins 

> Dose: every 6-8 hrs 

> One of the good medications in ttt of strept 
pharyngitis and tonsillitis 

d. Procaine penicillin: 

> Not widely used now due to severe allergic reaction and severe pain at the 
site of injection 



2. Narrow spectrum ( Penicillinase resistant): 

- They are anti-staph only 

Not used alone but in combination with other broad spectrum penicillins 
Members: Cloxacillin, dicloxacillin, flucloxacillin 

anti staph 4^ t> broad spectrum penicillins <_U ^ ^ i 


3. Broad spectrum penicillins: 

- spectrum: 

a. cover G +ve mainly but not anti staph 

b. cover some G -ve 

- not acid sensitive so can be taken orally 
members: 

a. Ampicillin: 

> Interfere with the final step of cell wall synthesis 

> It is weak antibiotic 

> Safe during pregnancy and lactation 

> Trade names: ampicillin, epicocillin 
250,500mg 


b. Amoxicillin: 

> Strong bactericidal braod spectrum antibiotic 

> Trade names: amoxil, ibiamox, Emox, biomox 
250,500mg 
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- Although they are broad spectrum G+ve, they are not antistaph. So they 
added substances which is penicillinase inhibitor e.g. (sulbactam & 
clavulonic acid) & therefore these members became broad spectrum 
antistaph 

a. Ampicillin + sulbactam: unasyn, unictam, ...etc 

b. Amoxicillin + calv. a.: Augmentin, Hibiotic, curam, ... etc 




4. Extended Spectrum Penicillins: 

They are recent types of penicillins that cover not only the G +ve including staph 

but also cover G-ve including Pseudomonas 

Members: 

a. Azetreonam: Azactam 

b. Pipracillin: pipril 

c. Pipracillin + tazobactam: tazocin 

d. Meropenem + cilastatin: Tienam <g> 

- They are strong and effective but they are very expensive 

- o-< (JjVt JaiJl 


FLUMOX 


5. Combinations (narrow spectrum + brad spectrum): 

broad J' t>j antistaph narrow J' t> ^ t> ^ll, 

G +ve Ji {Sox* 

Members: 

a. Ampicillin + flucloxacillin: Ampiflux 

b. Amoxicillin + flucloxacillin: flumox etc 
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II. Cephalosporins: 


• They are structurally closely related to penicillin so any patient has allergy to penicillin 

shouldn’t take cephalosporin & l « lit aHe 

• They have act like penicillins on the bacterial cell wall inhibiting its synthesis 

• As we proceed from the 1 st generation to the higher generations the spectrum of the G-ve 
organisms increases 

• Recently they’re classified into 5 generations: 

1. 1 st generation: 

- they cover most of G+ve organisms but not antistaph 
They are 3 main members: 

a. Cephradine: 

> The weakest and not widely used 

> Trade names: 

Cephradine, velosef, ....etc 250, 500, lOOOmg 


b. Cephalexin: 

> Trade names: 

Cephalexin, ceporex, ...etc 250, 500, lOOOmg 


c. Cephadroxil: 

> The strongest member 

> Has antistaph properties 

> Long duration of action so can be administered every 12hrs 

> Trade names: 

Duricef, curisafe, ibidroxil, ...etc 250, 500, lOOOmg 
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2 . 2 


nd 


generation: 

Cover both G+ve and G-ve organisms 
They are not antistaph or anti-pseudomonal 

They are usually used in closed space infections e.g otitis media, sinusitis 
They are 2 main members: 

a. Cefuroxime: Zinnat 

> Taken every 12 hrs 

> Trade names: 

Zinnat, zinacef, ..etc 250, 500mg 


tablets 500mg 

l»cti UWrtwtUrt 
autl 


3. 



b. Cefaclor: 

> Taken every 8 hrs: 

> Trade names: 

Bacticlor, cefaclor, ...etc 250, 500mg 
3 rd generation: 

- Cover mainly G-ve organisms but it covers also many G+ve organisms 
Penicillinase resistant so they are antistaph 

- They are effective as antipseudomonal agents 

- Theu are subdivided into 2 categories: 
a. Parenteral: 

❖ Cefotaxime: 

> Taken every 12hrs 

> It is widely used 

> Trade names: 

Cefotax, claforan, ...etc 250, 500, lOOOmg 

❖ Ceftriaxone: 

> It is widely used as it is safe antibiotic 

> Taken once daily 

> Not taken with calcium in the same line as it may 
lead to fatal lung and kidney precipitations 

> It is painful i.e. at the site of injection so there are 2 
forms 

Either IM with lidocaine or IV with distilled water 

^JaiLa iLu (JaJu Aj j jAl] L_1 JaAj _) ■ 

> Trade names: 

Rocephin, ceftriaxone, ...etc 250, 500, lOOOmg 
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❖ Cefoperazone: 

> Trade names: 

Cefobid, cefoperazone, 500,1000, 

2000mg 

> Testicular atrophy JiLVi ^ > o' 

❖ Ceftazidim: 

> Most effective against pseudomonas 

> Most expensive in this group 

> Trade names: 

Fortum, cefzim, ...etc 250, 500, lOOOmg 
b. Oral: 

They are effective against G+ve and G-ve organisms 
They are not antistaph not antipseudomonal 
Effective in otitis media, sinusitis, UTI, 
tonsillopharyngitis, acute bronchitis, ...etc 

❖ Cefixime: 

> Daily dose 400mg either single or 2 divided doses 

> Trade names: 

Ximacef, ...etc 200, 400mg 

❖ Cefpodoxime: 

> Daily dose is lOOmg on 2 divided doses 

> Trade names: 

Orelox, ...etc lOOmg 

4. 4 th generation: 

- Very strong generation of cephalosporins 

- Cover most of G+ve organisms as the first Generation (antistaph) 

Cover most of G-ve organisms including pseudomonas (more effective than the 3 rd 
generation) 

Members are: 

a. Cefepime: 

> Trade names: Maxipime, ...etc 500, lOOOmg 

b. Cefpirome: 

> Trade names: cefrom 1, 2gm 

5. 5 th generation: (although this term is not accepted universally) 

E.g. ceftobiprole 

Has powerful antipseudomonal effect 

- Less susceptible to development of resistence 




Ceftazidime 1 gram 
(as pentahydrate) 
fur injection 
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III. Aminoglycosides: 

Mechanism of action: inhibit bacterial protein synthesis 

Spectrum: effective against wide range of G-ve organisms including pseudomonas 
but they’ve weak antistaph effect 
Used in septicemia 

Can’t cross BBB (amikacin can be injected intrathecal in meningitis) 

Can’t cross mucosal barrier so all are parenteral except neomycin which is oral 
Shouldn’t be used more than 5-7 weeks as they may cause ototoxicity (irreversible) & 
nephrotoxicity (reversible) ‘-ilL jj ‘-ilL jj ipi ? jV t J 

Members are: 

1. Gentamicin: ••••••♦ * 

Dose: 80mg tds 

- Trade names: garamycin, epigent, 

...etc 20, 40, 80mg 


2. Tobramycin: 

Like gentamicin but More safe than other aminoglycosides ' 

- Trade names: tobcin, tobracin, ...etc 20, 40, 80mg 

3. Amikacin: 

Used for G-ve organisms resistant to garamicin 

- can be injected intrathecal in meningitis 
There is loss of activity between amikacin and penicillins and 
cephalosporins 

There is incompatibility with heparin, HCT, phenytoin, 
nitrofurantoin, warfarin, Vitamin B complex and vitamin C 
Dose: 15mg/kg/day 

- Trade names: amikin, amikacin, ...etc 100, 250, 500mg 

4. Neomycin: 

- The only oral preparation of aminoglycosides 

- Aminoglycosides can’t cross the mucosal barrier!! 

oral oa£ (jLic. local ** a La ia^.i 
U sed in hepatic encephalopathy 4-1 2gm in 4 divided doses 
Used also in colonic preparation before colorectal surgery (used for 24hr and not 
exceeding 72hrs) ^jlc. jjjjj ^ u ^'an -ui Jjal LiiLaji <jV jjjS Aa. (jail La 

4_La V Aj 1 j ^ ^ , | A ajjl j 



a j A C> ^ alt 0 AA £)l ^ ^ 

I La »A\j IAa, IAa 1 Aa a * i a \’\ jjjjj£ 

strona antipseudomonal and strong against G-ve organisms 
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IV. Macrolides: 

• Mechanism of action: 

Inhibit bacterial protein synthesis 

- They bind reversibly to the P site on the subunit 50S of the bacterial ribosome 

- They tend to accumulate in the leucocytes and are therefore, transported into the 
site of infection 

• Spectrum: 

- They cover the G+ve organisms 

They’re effective against penicillinase producing bacteria e.g. staph 

Their spectrum is slightly wider than penicillin so they’re common substitute for 

patients with penicillin allergy 

They are effective against atypical bacteria e.g. Chlamydia, mycoplasma, ...etc 

• Medical Uses: 

Respiratory tract infections (drug of choice in tonsillitis then 1 st generation 
cephalosporins) 

Skin and soft tissue infections 
Otitis media, UTI 

• Side effects: 

Inhibition of the cytochrome P450 system so can make 

1 . Myopathy if used with statins 

2. Prolongation of the QT segment leading to torsade de pointes 

These side effects are common with erythromycin and to a lesser extent with 
clarithromycin and the safest is azithromycin(doesn’t inhibit the cytochrome P450 
system) 

• Members: 

1. Erythromycin: 

Erythrocin, erythromycin, ...etc 

2. Azithromycin: 

Unique and has no effect on the cytochrome P450 system 
so it is safe 

more effective than erythromycin and cover many G-ve organisms 
specially on H. influenza 

- used widely in practice 

Dose: 500mg/cap. One cap 1 hr. before meal or 2 hours after meal 
once daily for 3 successive days 

aIjI V oAaI Ac-LoiJ $.lixll aJ 

^ic- (Jg jama cilia dill V 6 ^ j J ^ ^ JudjVi g-i jllJ 

- Tradenames: 

Zisrocin, xithrone,zithromax, ...etc 


I RYTHROCIS 500 FIL.MTAB 


SOOmg 
dl MMM 


ms 
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Clarithromycin: 

Used also for ttt of H. pylori as a part of the triple therapy 
with tinidazole and omeprazole 

- Trade names: Klacid, ...etc 

Clindamycin: 

- Strong against G+ve organisms including staph and 
anaerobic bacteria 

- Trade names: Dalacin-C 

Spiramycin: 

In addition of common uses of macrolides it is used for ttt of 

a. Toxoplasmosis during pregnancy 

b. Dental infections 
Dose: 3 million i.u. / 12hrs 

- Trade names: spirex, unispira 1.5, 3 million i.u. 

By addition of metronodazole (commercially known 
spirazole) can be used in ttt of H. pylori 



B dalacin c 


rl 



Recently there is new group of macrolides i.e. ketolides which are more potent and 
effective on macrolides resistant bacteria. They’ve also 2 binding sites for the 
ribosomal subunits. 

Also there’re new generations of ketolides called flouro-ketolides e.g. solithromycin 
which has 3 binding sites for the ribosomal subunits 


Ketolides: Mechanism of Action 


Ketolides tightly bind to two 
sites on ribosomal iRNA 



RIBOSOME RIBOSOME 


❖ Ketolides block bacterial protein synthesis 


Ketolides were engineered to overcome resistance to 
Biaxin end Zithromax 


Aovancc 


1 O 
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V. Quinolones: 

• Mechanism of action: 

They are bactericidal as they inhibit of DNA gyrase enzymewhich is required for 
DNA replication, transcription, repair and recombination 

• Spectrum: 

- Cover mainly G-ve organisms including pseodomonas 

- Cover some G+ve organisms (i.e. levofloxacin is excellent against G+ve) 

They’re effective against atypical bacteria e.g. Chlamydia (i.e. ofloxacin is effective 
against atypical bacteria) 

• Medical uses: 

They’re the 1 st drug of choice in UTI. 

- They’re not the 1 st line antibiotics in USA and used in hospital acquired infections 

- Some members are used also in respiratory tract infections e.g. levofloxacin 

• Contraindication: 

Extremities of age either below 12 years old or above 55 years old as they cause 
premature closure of epiphysis and bone erosions 
Pregnancy and lactation 

• Members: 

- Quinolones are classified according to the structure either fluorinated or not into 2 
generations i.e. 1 st generation is not fluorinated and 2 nd generation is 
fluorinated(flouroquinolones) 

- There is controversy about how to classify the generations 

Addition of fluorine to the quinolones decrease the incidence of resistence so 
flouroquinolones are widely used. 


1. Ciprofloxacin: 

> It is widely used in practice 

> Trade names: Ciprofar, 

ciprobay, ciprocin etc 250, 

500, 750mg 

> Dose: bid for 7-14 days 

2. Levofloxacin: 

> Excellent against G+ve in 
addition to its spectrum against 
G-ve like all quinolones 

> Trade names: tavanic, 
tavacin, ...etc 250, 500, 

750mg 

> Dose: once daily for 7-14 days 



Ciprobay 500 


(told tpidvn irtfeck 
W M fttfrtM h N 

HwlOHOif u m M wMr 1 

Bayer to 




i 


m 


^TAVANic' 

filnHoatd^ 1 ' 

Or*lu* 


500 mg 3 
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3. Norfloxacin: 

> Trade names: Epinor 400mg 

> Dose: bid for 7 days 

4. Ofloxacin: 

> Used also in ENT infections and skin&soft 
tissue infections caused by G-ve 

> Trade names: ofloxin, tarivid 200mg 

5. Lomefloxacin: 

> Used in respiratory tract infections and UTI 

> Long acting so used once daily for 5-1 0 days 

> Trade names: lomeflox 400mg 

6. Nalidixic acid: 

> The oldest member of quinolones 

> Used in UTI 

> Trade names: nalidram 500mg 

> Dose: 500-1 000mg/6hrs for 7-1 0 days 



• • j at 

I an via 

tablets 


i 


200 mg ■ 


Ofloxacin 


Oral use 

10 film coaicd scored tablets 


sanoFI aventis 



VI. Sulphamethoxazole + Trimethoprim: 

• Mechanism of action: 

SMX prevent the 1 st step in bacterial folic acid synthesis 

Tramethoprime prevent the 2 nd step in bacterial folic acid synthesis 

Both of them when combined in one drug produce potent bactericidal effect 

• Uses: 

Respiratory tract infections 
- UTI 

Bacterial GE 

Skin and soft tissue infections 

• Precautions: 

Adequate fluid intake to prevent crystalluria 
Stopped immediately if rash appeared due to severe allergic 
reaction 

Used cautiously in patients with renal & hepatic impairment 
and contraindicated with severe impairment or with blood 
disorders 

• Trade names: 

Sutrim, septrin, sutaprim D.S.(i.e. double strength) 
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VII. Glycopeptides: 

• Mechanism of action: inhibit the synthesis of cell walls in susceptible microbes by inhibiting 
peptidoglycan synthesis. 

• Members: 

1. Vancomycin: 

> Used in ttt of septicemia, lower respiratory tract infections, MRSA 

> S.E. is ototoxicity and nephrotoxicity 

> Trade names: vancocin, vancomix, ...etc 500mg 




2. Teicoplanin: 

> Used as alternative to vancomycin in the ttt of serious G+ve infections where 
other drugs can't be used e.g. Infective endocarditis, peritonitis, ...etc 

> Trade name: targocid 200,400mg 

VIII. Linezolid: (averzolid 600mg cap) 

Used in ttt of G+ve infections of the skin and respiratory tract including VRSA & MRSA 
It is reversible MAO-I so potentiate the action of pseudoephedrine and SSRI 

^ A i y \ ^ ~\1 v . y^y H yy y yy 1 + y Ay yy a 11 ^ 1 y ^yy 1 

IX. Chloramphenicol: 


It's broad spectrum antibiotic that interfere with bacterial protein 

synthesis & usually bacteriostatic 

S.E.: BM depression and aplastic anemia 

Trade names: mephenicol 250mg 

X. Tetracycline: 

Mechanism of action: inhibit bacterial protein synthesis 

Spectrum: effective against atypical bacteria and many aerobic & anaerobic 

bacteria 

Uses: treatment of acne, trachoma of the eye, mycoplasma. Chlamydia 




9 d a a 



Important member is Doxycycline: 


> Used in respiratory tract infections and UTI and skin infections 

> Dose is lOOmg start with bid in the first day then once daily or may be continued 


as bid according to the severity of the infection 

> Trade names: Doxy M.R. lOOmg 


• They cause permanent discoloration of the teeth if used in children below 8 years 
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HOW TO CHOOSE ANTIBIOTIC 



a. UTI: quinolones then sulpha 

b. GE. 3 rd generation cephalosporines and sulpha 

c. Upper respiratory tract infections, macrolides, amoxicillin+clav, 1 st & 2 nd generation 
cephalosporines 

d. lower respiratory tract infections. Quinolones, amoxicillin+clav, 2 nd , 3 rd generation 
cephalosporines 

2. Age of the patient: 

e.g. Quinolones are contraindicated in extremities of age 

3. Genera/ status oj the case . 

e.g. a. pregnancy and lactation, no quinolones, tetracyclines, macrolides, ..etc 

b. renal impairment, aminoglycosides are used cautiously , sulpha 

c. hepatic: sulpha 



4. Receiving other drugs: 


e.g. phenytoin with amikacin ...etc 


5. History, of allergy to any, of antibiotics’ famiiies 



uiUL pLL t— tditJ/ dU! • 

4j! jja (ji (flc- 4 SiAT/ LjJI aJ 
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/, Ketoconazole: 

• Mechanism: 

Interfere with fungal cell wall synthesis 

Highly lipophilic so concentrated in fatty tissue so can make toxicity unlike other 
more safe and effective antifungal agents like fluconazole and itraconazole 

• Medical uses: 

- Broad spectrum antifungal 

- usually prescribed for topical infections such as athlete's foot, ringworm, candidiasis 
(yeast infection or thrush) 

• Preparations: 

- Fungizole, ketoconazole, nizoral 200mg 

• Dosage: 

- One tablet once daily with food and continued after 
cu ranee for at least 1 week 
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II. Fluconazole: 

• Mechanism: 

Interfere with fungal cell wall synthesis 

Fluconazole is primarily fungistatic; however, it may be fungicidal against certain 
organisms in a dose-dependent manner, specifically Cryptococcus. 

• Medical uses: 

Fluconazole is indicated for the treatment and prophylaxis of fungal infections 
where other antifungals have failed or are not tolerated (e.g., due to adverse 
effects), including: 

> Candidiasis caused by susceptible strains of Candida 

> Tinea corporis, tinea cruris or tinea pedis 

> Onychomycosis 

> Cryptococcal meningitis 

Fluconazole can be used first-line for the following indications: 

> Coccidioidomycosis 

> Cryptococcosis 

> Histoplasmosis 

> Prophylaxis of candidiasis in immunocompromised people 

• Preparations: 

- Diflucan 50, 150 mg caps 

- Flucoral, Fungican 150 mg caps 



• Dosage: 

Dosage varies with indication and between patient groups, ranging from a two-week 
course of 150 mg/day for vulvovaginal candidiasis to 1 50-300 mg once weekly for 
resistant skin infections or some prophylactic indications. 

• Side effects: 

- rash, headache, dizziness, nausea, vomiting, abdominal pain, diarrhea, and/or 
elevated liver enzymes 

- anorexia, fatigue, constipation 

Fluconazole has also rarely been associated with severe or lethal hepatotoxicity, so 
liver function tests are usually performed regularly during prolonged fluconazole 
therapy. In addition, it is used with caution in patients with pre-existing liver disease. 
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III. Itraconazole: 

• Mechanism: 

Interfere with fungal cell wall synthesis 

• Medical uses: 

Has a broader spectrum of activity than fluconazole. In particular, it is active against 
Aspergillus, which fluconazole is not. 

It is also prescribed for systemic infections, such as aspergillosis, candidiasis, and 
cryptococcosis, where other antifungal drugs are inappropriate or ineffective. 

• Preparations: 

- Itracon lOOmg caps 

• Dosage: 

Vulvovaginal candidiasis: 200mg bid 
Pityriasis versicolour: 200mg once daily for one week 

• Side effects: 

Elevated alanine aminotransferase levels are found in 
4% of people taking itraconazole 

- "Small but real risk" of developing congestive heart failure 

- Liver failure, sometimes fatal 

IV. Topical antifungal agents: 

1. Miconazole: 

- Miconaz, micoban, daktarin 

2. Clotrimazole: 

- Canesten, dermatin, locasten 
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• Introduction: 

Nematodes (round worms): ascaris, ankylostoma, oxyuris, strongyloids & trichuris 

- Cestodes (tape worms): T. saginata, T. solium, H. nana, D. latum 

- Trematodes (flukes): bilharziasis 

/. Albendazole: 

• Mechanism: 

- As a vermicidal, albendazole causes degenerative alterations in the 
intestinal cells of the worm leading to impaired uptake of glucose by 
the larval and adult stages of the susceptible parasites, and depletes 
their glycogen stores. 

Decreased production of adenosine triphosphate (ATP), which is the 
energy required for the survival of the helminth. 

Due to diminished energy production, the parasite is immobilized and 
eventually dies. 

- Albendazole has larvicidal effects in necatoriasis and ovicidal effects 
in ascariasis, ancylostomiasis, and trichinosis. 

• Medical uses: 

- Broad spectrum antihelminthic i.e. effective against nematodes, 
cestodes & trematodes 
Protozoa: - Giardia lambilia 

- Neurocysticercosis . 

- Hydatid disease ( echinococcosis) . 

• Preparations: 

Bendax 200mg tabs 
Alzental 200mg tabs 

- Vermizole 200mg tabs 

• Dosage: 

- according to the type of the worm 

- 400 mg once daily (2 tabs or 20 ml suspension) 

1 . Single dose: Enterobiasis, Ancylostomiasis, Ascariasis & 

Trichuriasis 

2. Three days: Strongyloidiasis, Taeniasis, Hymenolepiasis & Mixed or heavy 
infections. 

3. Five days: Giardiasis. 

- Neurocysticercosis: 400 mg (2 tablets or 20 ml suspension) twice daily for 8-30 days. 
Hydatid disease: 400 mg (2 tablets or 20 ml suspension) twice daily for 1 2 weeks, 
(every 4 weeks must be followed by 2 weeks albendazole free interval) 
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• Side effects: 

- Albendazole may cause abdominal pain, dizziness, headache, fever, nausea, vomiting, or 
temporary hair loss. 

• Drug interaction: 

- The drugs carbamazepine, phenytoin and phenobarbital lower the plasmatic concentration 
and the half life of albendazole. 

- The drug cimetidine heightens serum albendazole concentrations, and increases the half 
life of albendazole. 

//. Mebendazole: 

• Mechanism: 

Block the uptake of glucose and other nutrients, resulting in the gradual immobilization and 
eventual death of the helminthes. 

• Medical uses: 

- The drug is a highly effective broad spectrum antihelmintic indicated for the treatment of 
nematode infestations, including roundworm, whipworm, threadworm, and hookworm. 

It is poorly absorbed and has no systemic effects. 

• Preparations: 

- Antiver lOOmg tabs 

- Vermin lOOmg tabs 

- Verm-1 500mg tabs 

• Dosage: 

- Oxyuris: 

> 1 0Omg once weekly as a single dose (can be repeated after 2 weeks) 

- Other nematodes: 

> 1 0Omg twice daily at morning and evening for 3 consecutive days (can be repeated 
after 2 weeks) 

• Side effects: 

- Mebendazole is relatively free of toxic side effects or adverse reactions, although patients 
may complain of transient abdominal pain, diarrhea, slight headache, fever, dizziness, 
exanthema, urticaria and angioedema. 

• Drug interactions: 

Carbamazepine and phenytoin lower serum levels of mebendazole. 
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III. Flubendazole: 

• The same indications and dosage as 
mebendazole 

• Preparations: 

Fluver lOOmg tab 
Fluvermal lOOmg tab 
Verm All lOOmg tab 


IV. Niclosamide: 

• Mechanism: 

Act directly on the worm leading to necrosis of the worm which is expelled with feces 

• Medical uses: 

- effective against cestodes that infect humans 

- Niclosamide is used specifically to treat tapeworms and is not effective against other 
worms such as pinworms or roundworms. 

• Preparations: 

Niclosan 500mg 

- Yomesan 500mg 

• Dosage: 

It is a chewable tablet taken orally with water or J&S&Zmkr. Jt 

juice 

- 4 tabs. One dose then 2 tabs. Daily for one week 

Purgative (castor oil or Mg sulphate) should be taken after the dose by one day to expel 
the dead worms 

• Side effects: 

- The medication can have side effects such as abdominal pain, anorexia, diarrhea, and 
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V. Praziquantel: 

• Mechanism: 

Not exactly known 

• Medical uses: 

Effective against flukes specially bilharziasis and tape worms 

• Preparations: 

Biltricide 600mg tab 

- distocide 600mg tab 

• Dosage: 

- 40mg/kg as a single dose 

• Side effects: 

- The majority of side effects develop due to the release of the contents of the parasites as 
they are killed and the consequent host immune reaction. 

- The heavier the parasite burden, the heavier and more frequent the side effects normally 
are. 

1. Central nervous system: 

> Frequently occurring side effects are dizziness, headache, and malaise. Drowsiness, 
somnolence, fatigue, and vertigo have also been seen. 

2. G I Tract: 

> Approximately 90% of all patients have abdominal pain or cramps with or without nausea 
and vomiting. 

> Diarrhea may develop and may be severe with colic. 

> Sweating, fever, and sometimes bloody stools may occur together with diarrhea. 

3. Liver: 

> Asymptomatic and transient increases of liver enzymes (AST and ALT) are noted 
frequently (up to 27%). 

> No case of symptomatic liver damage has ever been seen so far. 

4. Sensitivity reactions: 

> Urticaria, rash, pruritus and eosinophilia in white blood cell counts 

5. Other locations/body as a whole: 

> Lower back pain, myalgia, arthralgia, fever, sweating, various cardiac arrhythmias, and 
hypotension 

• Drug interactions: 

- rifampicin decreases plasma concentrations of praziquantel. 

- Carbamazepine and phenytoin are reported to reduce the bioavailability of praziquantel. 

- Chloroquine reduces the bioavailability of praziquantel. 

- Chloroquine reduces the bioavailability of praziquantel. 

VI. Local preparations applied to the anal area: 

• Action: • Preparations: 

- Protect against auto infection from - Ammoniate mercury 5% 

worms - White precipitate 5% 

Prevent urticaria around anal area • Dosage: 

- Twice daily 

(Applied to the anal area) 
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• Introduction: 

- Antiviral drugs are one class of antimicrobials, a larger group which also includes antibiotic, 
antifungal and antiparasitic drugs. 

- They are relatively harmless to the host, and therefore can be used to treat infections. 

- Most of the antiviral drugs now available are designed to help deal with HIV, herpes 
viruses, but actually the cause of a wide range of other diseases, such as chicken pox, the 
hepatitis B and C viruses, which can cause liver cancer, and influenza A and B viruses. 
Designing safe and effective antiviral drugs is difficult, because viruses use the host's cells 
to replicate. 

This makes it difficult to find targets for the drug that would interfere with the virus without 
also harming the host organism's cells. 

Moreover, the major difficulty in developing vaccines and anti-viral drugs is due to viral 
variation. 

- The emergence of antiviral is the product of a greatly expanded knowledge of the genetic 
and molecular function of organisms, allowing biomedical researchers to understand the 
structure and function of viruses, major advances in the techniques for finding new drugs, 
and the intense pressure placed on the medical profession to deal with the human 
immunodeficiency virus (HIV), the cause of the deadly acquired immunodeficiency 
syndrome (AIDS) pandemic. 


• Preparations: 

1. Acyclovir: 

Mechanism: 

> the enzyme thymidine kinase in virus-infected but not uninfected 
cells intiates the activation of acyclovir into the triphosphate.this 
interfere with viral DNA polymerase and inhibits viral duplication 

- spectrum: 

> HSV I and II , VZV , CMV , EBV 

trade names: 

> zovirax, acyclovir, virin, novirus, lovir...etc 

2. Ribavirin: 
mechanism; 

> inhibit nucleic acid synthesis of the virus 

- spectrum: 

> wide range of DNA and RNA viruses including influenza type A 
& B, rubella, rhinovirus, viral hepatitis and HSV. 

trade names: 

> riba, ribavirin, viracure, ...etc 
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3. Amantadine HCL: 

mechanism: 

> inhibits penetration of virus into the host cell it has no virucidal 
actions 

- uses: 

> Prophylactic against infection with influenza type A2 only. 

> Treatment of herpes zoster. 

> In conjugation with other therapy in the treatment of 

Parkinsonism because it may augment the dopaminergic 
activity, also it has sympatomatic benefits bee it may reduce 
dyskinesias which caused by levodopa or dopamine agonist 

- trade names: 

> infex, amantadine, adamine, amantine, PK-Merz, ...etc 


4. oseltamivir: 
mechanism: 

> an oral prodrug of oseltamivircarboxylate. 

> an inhibitor of the enzyme neuroaminidase, which has a role in the 
infectivity and replication of influenza type A & B viruses. 

- uses: 

> in adults and children over 1 year in treatment and as a post 
exposure prophylaxis of influenza type A & B 

Trade names : 

> Tamiflu 

5. Interferon alfa : 

Mechanism: 

> exhibits immunomodulatory activityinhibit viral replication both in vivo and in vitro 

Trade names: 





> avonex, egyferon, Peg-lnteron etc 


EGYFERON 

Injection 

3.000.000 ut./w 

tor IV or it * 
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Injection 
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Proton Pump inhibitors: 

Mechanism: 

• irreversibly blocking the H + /K + ATPase enzyme system of the gastric parietal cells. 

• Most effective drugs on acid secretion and it act on the target cells i.e. parietal cells 

Uses: 

a. Dyspepsia 
GORD 


b. 

c. 

d. 

e. 


Barret’s Oesophagus (can reverse it ) 
Peptic ulcer 

Zollinger ellison syndrome 


Members of the group & trade names: 

a. Omeprazole: Gastrazole, omepak, 
omez, pepzol, ...etc 

b. Pantoprazole: controloc, pantoloc, ...etc 

c. Esomeprazole: nexium, ezogast, ...etc 

d. Lansoprazole: gastrocure, ...etc 

e. Rabeprazole: Pariet, ...etc 


Dosage: varies according to the cause e.g. DU 20mg orally 
once a day before a meal. Most patients heal within 4 to 8 weeks. 
GU 40mg orally once a day before a meal for 4 to 8 weeks. 

Precautions: 

a. C/I during pregnancy and lactation 

b. Affect drugs which depend on gastric aciditiy in their 
action e.g. sucralfate or in their absorption e.g. 

ketoconazole 



JANSSEN-CILAG 



Recently: Potassium-competitive acid blockers (P-CABs) 

Potassium-competitive inhibitors are experimental drugs that reversibly block the 
potassium binding site of the proton pump. Soraprazan and revaprazan block H + secretion 
much more quickly than classical PPIs (within a half-hour). The development of 
soraprazan, however, has been discontinued in 2007. 
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II. H2 Blockers: 


Mechanism: 

Competitive antagonists of histamine at the 
parietal cell H 2 receptor. They suppress the 
normal secretion of acid by parietal cells and 
the meal-stimulated secretion of acid. 

They accomplish this by two mechanisms: 

a. Histamine is blocked from binding on 
parietal cell H 2 receptors which stimulate 
acid secretion 

b. Other substances that promote acid 
secretion (such as gastrin and 
acetylcholine) have a reduced effect on 
parietal cells when the H 2 receptors are 
blocked. 

The H 2 antagonists are inverse agonists 
rather than true receptor antagonists. 


activation by 
saturating 
endogenous ligand 


constitutive activty 
of receptor in 
absence of ligand 



[Drug] 


Effective on reducing acid secretion 

Uses: 

a. Dyspepsia (75 mg concentration is used for dyspepsia ) 

b. GORD (150 mg twice daily) 

C. Peptic ulcer (150 mg 2 times a day, or 300 mg once a day after 
the evening meal or at bedtime). 

Members of the group & trade names: 

a. Ranitidine: aciloc, zantac, ...etc 

b. Famotidine: famotin, famotak, ...etc 

c. Nizatidine: ulcefree, ...etc 
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III. sucralfate: 

Mechanism: 

a. Sucralfate is a locally acting substance that in an acidic environment (pH < 4) reacts 
with hydrochloric acid in the stomach to form a cross-linking, viscous, paste-like 
material capable of acting as an acid buffer for as long as 6 to 8 hours after a single 
dose. 

b. It also attaches to proteins on the surface of ulcers, such as albumin and fibrinogen, to 
form stable insoluble complexes. These complexes serve as protective barriers at the 
ulcer surface, preventing further damage from acid, pepsin, and bile. In addition, it 
prevents back diffusion of hydrogen ions, and adsorbs both pepsin and bile acids. 

c. Recently, it has been indicated that sucralfate also stimulates the increase of 
prostaglandin E 2 , epidermal growth factors (EGF), and gastric mucus 

Uses: 

a. PU (the standard recommended sucralfate dosage for treating 

duodenal ulcers in adults is 1 gram four times daily on empty 
stomach jl Jxuc (jaJaj. 

b. GORD 

c. Proctitis by irradiation or ulcerative colitis (3g/15ml enema) 

d. After corrohsive ingestion to enhance mucosal healing and 
reduction of stricture formation 

Trade names: Gastrofait. 



IV. 


Antacids: 

Mechanism: 

a. directly neutralize acidity 

b. increasing the pH 

c. reversibly reduce or block the secretion of acid by gastric 



uses: 

heartburn, the major symptom of gastroesophageal reflux 

Trade names: 

a. Tablet form : 

glycodal, acicone, allucal, antacid, ...etc 

b. Suspention form: 

Geveskon, epicogel, mucogel etc 

c. Sachet form: 

Fawar fruit, xenos fruit, . . .etc 
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V. Drugs usedjg ttt ofjl. pylori: 

a. Helicure (clarithromycin, omeprazole, tinidazole ) 

The usual dose of Helicure is 2 tablets / day (one in the 
morning and one in the evening) for two weeks preferably 
during meals. 

b. Conaz (nor-floxacin + tinidazole) 

c. Norfloxcin Tz (nor-floxacin + tinidazole) 

d. Spirazole (spiramycin + metronidazole) 



VI. PCs analogue: 

Antisecretory, protctive agents 
- Trade names: Misotac 


VII. Mucosta: 

Cytoprotective agent used in ttt of PU 






Anti ulcer drugs Gastrazole, omepak, omez, pepzol, controloc, pantoloc, nexium, 
ezogast , gastrocure, Pariet, aciloc, zantac, famotin, famotak, famotin, famotak, ulcefree, 
Gastrofait , glycodal, acicone, allucal, antacid, Fawar fruit, xenos fruit, Helicure 
Conaz, Norfloxcin Tz, Spirazole, Misotac 

J 
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1. Domperidone: 

Mechanism: 

a. restore motility & tone of the upper GIT 

b. facilitate gastric emptying (prokinetic) 

c. regulate oesophageal and duodenal 
functions 

Uses: 

a. Nausea and vomiting 

b. To restoe gastric emptying 

c. GORD and PU 

Dosage: 

iwjj r <c.Luj ^2 m .'t* j" 



Trade names: 

motiium, motinorm, farcotelium, gastromotil 
2. Metoclopramide 

- Mechanism: regulate GIT motility and facilitate gastric 
emptying 

- Uses: nausea, vomiting, hiccup 
Precautions: 

a. C/I in the first trimester 

b. Not the 1 st choice as antiemetic in children due to its extrapyramidal manifestations 

Trade names: 

Primperan, meclopram, plasil etc 


Primperan 


Metocl 


P M U P 


M*R 2009 
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00 


sanofi aventis 


3. Mosapride: 

- Mechanism: 5HT4 agonist , +++ acetyl choline 
secretion » stimulate GIT motility 

- Uses: nausea, vomiting, GORD, gastritis. 

Trade names: mosapride, Fluxopride 
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4 . 


5 . 


Antiemetic agents which are safe during pregnancy: 
• Meclozine + vit B6 

Used safely during pregnancy 
Used also as symptomatic ttt of nausea and vertigo 
due to Menieres disease and othe labyrinthine 
disturbances 

Trade names: Navoproxin, Dizirest B6, 
vomidoxine, etc.. 

• Corticoadrenal ext. + vit B6: 

The most famous trade name is Cortigen B6 
The mechanisn is not well understood. 





• Prochlorperazine maleate: 

Bioadhesive-antiemetic buccal tablets superior to 
domperidone and metoclopramide in reducing No. 
and Quantity of emesis 
It’s oridinally antipsychotic drug with properties similar to 
chlorpromazine 
Trade Name is Emedrotec 


Itopride HCL: 

Mechanism: Gastroprokinetic 
Uses: 


Typically, itopride is indicated in the treatment of Gl symptoms caused by reduced Gl motility: 

a. dyspepsia of a non-ulcer type (gastric "fullness", discomfort, and possible pain) 

b. anorexia 

c. heartburn 

d. regurgitation 

e. bloating 

f. nausea and vomiting 

trade names: 
ganaton, garopride, ...etc 




Antiemetic agent:- motiium, motinorm, farcotelium, gastromotil, Primperan, meclopram, 
plasil, mosapride, Fluxopride, Navoproxin, Dizirest B6, vomidoxine, Cortigen B6, Emedrotec, 
ganaton, garopride 
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1 . Drugs that — GIT peristalsis 
e.g Imodium 

- overdose may lead to constipation and GIT atony 
not widely used now 

2. Smecta: 

Protect Gl wall and absorb pathogens and toxins from GIT 

LwjJ T fLa t_lj£ ^/4 (jlc. (JJjS 



3. Metronidazole: 

Trade names: Flagyl, amrizole, dumozol, ...etc 
Uses & Dosage: 

a. Amoebiasis » 500 mg tds for 5-10 days ( i • ^ r o^J 

fM) 

b. Giardiasis » 500 mg tds for 5 days or 500 mg bid for 7 days 

c. T richomoniasis » 500-1 OOOmg tds or bid for 7 days & the 
husband should also be treated 

d. Leishmaniasis 

e. Ttt and prophylaxis of anaerobic bacterial infections e.g. PID, 
bacterial vaginosis, ulcerative gingivitis, ..etc 

f. Hepatic patients and colonic preparation 

4. Ornidazole: 

Trade names: ornidaz 

Used similarly like metronidazole but has different dosage 

In amoebiasis » 500mg bid for 5-10 days 

In amoebic dysentery » 1 ,5g as a single daily dose for 3 days 

5. Secnidazole and Tinidazole: 

Trade names: 

a. Secnidazole: senidal, flagentyl, cipazole, ...etc 

b. Tinidazole: protozole 
Uses & Dosage: 

a. Chronic intestinal amoebiasis (cystic form): 2g single daily dose 
for 3 days 

b. Urogenital trichomoniasis: 2g single dose 
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6. Diloxanide + Metronidazole: 

Trade names: furazol, Dimetrol, ...etc 

- Strong combination for tissue and luminal amoebiasis 

^ * jl 0X4] i " r.Lu A Jjj ■ — j'** jl 

7. Nifuroxazide: 

- Bactericidal against wide range of G +ve and G -ve 
enteropathogenic bacteria 

- Safe during pregnancy and lactation 

d>lc.t_ui i (J£ CjIc-Lj A •Ujxiu£ 

Trade name :antinal 

8. Other Diarrhea agents: 

Intetrix, entocid, Streptoquin, ...etc 







Diarrhea agents:- Immodium, Smecta, Flagyl, amrizole, dumozol, 
Ornidaz, senidal, flagentyl, cipazole, protozole, furazol, Dimetrol, 
Antinal, Intetrix, entocid, Streptoquin, 
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N.B. All laxatives are contraindicated during pregnancy and IO 


Bisacodyl 

Laxative 

30 Enteric coated tablets 


1. Food laxatives: 

Jlaijjll ^ j I ^ ^ JS'i I 1 

2. Lubricants: 

Oil and fats oj^ 

3. Bulk agents: (fibers) 

Intestinal peristalsis depends on the bulk of the stool 

Fibers either dietry or medications increase the bulk of the stool 

and stimulate the intestinal peristalsis Bifodyl 

4 iti.iK'I ^ ^ jjc- j j dllj^yJab aIS (Jll 4_LaL-Jl (3Ja 

Agiolax is a herbal agent and act mainly by increasing the 
bulk of the stool 

(it’s granules not effervescent < 3 Jb ^bb 

4. Irritant agents: 

Irritation of intestinal movements 

E.g castor oil, bisacodyl etc 

5. Osmotic agents 
e.g glycerine, Lactulose 

Lactulose is broken down by colonic bacteris mainly into lactic 
acid which cause: 

a. Increase in osmotic pressure of the colon » ++ fecal bulk » 

++ peristalsis 

b. Decrease in PH of the colon » -- absorption of ammonia and 
nitrogenous compounds 

6. Picolax: 

Colonic bacteria » hydrolysis of picolax » Stimulate intestinal movement 
Broad spectrum antibiotics reduce the effect of picolax 



fi 

l dffHIVd PI* 
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N.B. Don’t forget the treatement of anal fissure Lignocain cream, GTN, Lactulose 


Poor 

healing 



Acute <■ 
AF 



Local 

ischaemia 

* 

\ 

\ 

\ 

Reduced 

anodermal 

High 
resting 
anal 

pressure 


perfusion 


V 


Pain 



IAS 

spasm 


Microtrauma 



* ( — 

Laxatives:- Agiolax, castor oil, bisacodyl, glycerine, Lactulose, Picolax 
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E.g. eucarbon, Disflatyl, Simethicone 

They adsorb gases of the GIT 
1 -2 tablets tds 


Disflatyl 


Euca 


<®> 

y 






e.g. Spasmodigestine, spasmocanulase, 
digestin, digest Eze, donalase-s, zymogen 
forte, amerase, ...etc 



1. Mebevrine: 

Mechanism: spasmolytic with selectivity on 
smooth ms of the GIT specially the colon 
Dose: ^2 S- 1 djlc.1 . .. A ^ 

Trade names: 

e.g. colospasmin, duspatalin, colona, 
coloverin, ...etc 

2. Trimebutine maleate: 

Uses: 

a. IBS or functional digestive disorders specially abdominal 
pain, cramps, spasms, flatulence, diarrhea or constipation 

b. Postoperative to restore intestinal movements 

Trade names: 

e.g. Gast-reg, tritone, ...etc 

3. colonic preparations containing natural fibers or oils: 
e.g. bran, colostop 
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4. colonic preparations containing tranqulizer: 
e.g. librax, cloxide, stellasil, ...etc 

5. sulfasalazine (mesalazine): 

Uses: 

a. IBD 

b. Has disease modifying action in RA 

Trade names: 

e.g. salofalk, pentasa, salazopyrin, ...etc 





colonic preparations:- colospasmin, duspatalin, colona, coloverin, Gast-reg, tritone, bran, 
colostop, librax, cloxide, stellasil, salofalk, pentasa, salazopyrin, 

J 


Used to relieve visceral spasms e.g. intestinal, biliary, urinary, ...etc 

E.g. buscopan, spasmorest, spasmofree, visceralgine,spasmopyralgine, ... etc 
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I. Silymarin: 

• Actions of silymarin: (up till now it is PLACEBO for hepatic patients) 

- Antioxidant, silymarin scavenges for free radicals that can damage cells exposed to 
toxins. (More potent than vitamin E by 10 times as antioxidant) 

Increases glutathione in the liver by more than 35% in healthy subjects. Glutathione is 
responsible for detoxifying a wide range of hormones, drugs, and chemicals. High 
levels of glutathione in the liver increases its capacity for detoxification. 

Increases the level of the important antioxidant enzyme superoxide dismutase 
Stimulates protein synthesis in the liver, which results in an increase in the production 
of new liver cells to replace the damaged ones. 

Anti-inflammatory actions: The inhibitory effect on 5-lipoxygenase pathway resulting in 
inhibition of leukotrien synthesis is a pivotal pharmacological property of silymarin. 
Antifibrotic action : specially during early stages of cirrhosis 

• Medical uses: 

Alcoholic liver diseases 
Liver cirrhosis 

Viral hepatitis : Even though silymarin does not affect 
viral replication it may have beneficial role in viral 
hepatitis by its inhibitory action on inflammatory and 
cytotoxic cascade of events induced by the viral 
infections. 

Mushroom poisoning: The most remarkable use of 
silymarin is in the treatment of Amanita phalloides 
(Death cap) poisoning, a toxic mushroom 
widespread in Europe and North America. 

Decongest the liver (A liver decongestant 
stimulates bile flow through the liver and 
gallbladder, thus reducing stagnation and 
preventing gallstone formation and bile-induced liver 
damage.) 

Protect the liver against pharmaceuticals that stress t 
liver, such as acetaminophen and tetracycline 

• Preparations & dosage: (200-800mg daily in divided d< 

Legalon 70, 140 mg 
Legalex 70mg 
Hepaticum 140mg 
Silymarin sachets 140mg 
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• Side effects: 

- Gl upset like bloating, dyspepsia, nausea, irregular stool and diarrhea. It was 
observed in 2 to 10 per cent of patients in clinical trials, which were similar to 
placebo. 

It also produced pruritus, headache, exanthema, malaise, asthenia, and vertigo. 

• Recently: 

There are new studies suggesting that silymarin plays an important role in the 
prevention and treatment of liver diseases and primary liver cancer. 

II. Silymarin plus & other liver support drugs: (liver shampoo ©) 

JjSjj La j j' (jC- SjUfr (j&J CjI A jaabi ojjliitl ^lasta 1 j a uuj La fjj • 

silymarin plus ^ ut*a> ji • 

(jjj) ajlm (jl £■ V Jj&It tliLa&Aa Jja-a (jjjl ajLii jaaj V Lajl • 


1. Silymarin plus: 

> Silymarin plus 

> Hipamax plus 

> Levatone 

> Liverin 

> Selectival 

> Silipex 

> Seralone-E 


2. Liver support: 



%%%%% 




> 

> 

> 

> 

> 


Hepatic forte 
Liver albumin plus 
Pennel 
Farcovit B12 
cura 
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in. Ursodeoxycholic acid: (UDCA) 

• Action: 

- The drug reduces cholesterol absorption and is used to dissolve (cholesterol) 
gallstones 

- protection of injured cholangiocytes against toxic effects of bile acids 
stimulation of impaired biliary secretion 

- stimulation of detoxification of hydrophobic bile acids 

- inhibition of apoptosis of hepatocytes 


UDCA 

I 

Stimulation of biliary secretion 



Fig. 2. Mechanisms of action of ursodeoxycholic acid (UDCA) in cholestatic Ever diseases. 


• Medical uses: 

Ursodeoxycholic acid (UDCA) is widely used for the treatment of a variety of 
chronic cholestatic liver diseases. 

- At present, it is the only drug approved by the United States Food and Drug 
Administration for the treatment of primary biliary cirrhosis (PBC). 

- Medical treatment on non-calcified cholesterol gall stones 
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Impairment of 

bile secretion 

-inborn: PFIC, 

cystic fibrosis 
-acquired: Inflammation, 
toxins, drugs. 


hormones 



Obstruction of bile flow 


-inborn: PFIC, cystic fibrosis 

-acquired' FBG, PSC 

U 


HEPATOCYTE 
Bileacidst 

I 

Apoptosis 
Necrosis 


CHGIANG I OCYTE 


Fig- 1. Pathogenetic processes of cholestatic liver diseases. 

Abbreviations: PBC, primary biliary cirrhosis; PFIC, progressive familial intrahepatic cholestasis; 
PSC, primary sclerosing cholangitis. 


Preparations: 

1. Ursofalk, ursodiol, ursochol caps. 250mg 

2. Ursogall caps. 300mg 

3. Livagoal caps. 450mg 

4. Ursotwin caps 500mg 

5. Urso plus caps (UDCA 250mg + silymarin 140mg) 



• Dosage: 

For gall stone dissolution: 8-10mg/kg as single dose at 
bedtime or in 2 divided doses 

For gall stone prevention: 600mg/day in 2 divided doses 
For chronic hepatitis and cholestatic liver diseases: 10- 
1 5mg/kg in 2-4 divided doses 


Ursoplus 


Ur»ocJ»o«ycho«<*e*_ MO rag 

T9% 140 r»t 


MWAPHAPM <> 


tanraiiEai 
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• Side effects: 

- These common side effects include stomach ache, exhaustion, coughing, 
swelling, indigestion, dizziness, backache, headache, diarrhea, constipation, 
loss of hair, metallic taste inside of the mouth, joint or muscle pain, skin rash, 
nausea, gas and dry skin. 

• Drug interactions: 

- Oral contraceptive pills and lipid lowering agents increase hepatic cholesterol 
secretion and encourage cholesterol gall stone formation so they may counteract its 
effect 

IV. Rowachol: (& bilichol) 

• Active ingredients: 

Borneol, camphene, cineole, menthol, menthone, pinene 

• Actions: 

Reduces cholesterol levels by inhibiting an enzyme (HMG Co-A 
reductase) which is involved in the production of cholesterol in the 
liver. Low levels of cholesterol in the bile help to dissolve 
gallstones and prevent further stones from forming. 

- This medicine may also have a beneficial action on natural insulin production. 

This medicine is used in the management of liver and gall bladder complaints. 

• Medical uses: (relief blary spasm & help to expel biliary stones & antiseptic properties) 

1 . Cholecystitis - inflammation of the gall bladder. 

2. Gall stones 

• Dosage: 

- 1-2 caps 3 times daily 



V. L-ornithin L-aspartate (LOLA): 

• Action: 

- increase the generation of urea through the urea cycle, a metabolic pathway that 
removes ammonia by turning it into the neutral substance urea. 

• Medical uses: 

1 . Hepatic encephalopathy 

• Preparations: 

1 . Hepa Merz sachet 

2. Aspatrend sachet 

• Dosage: 

1 -2 sachets 3 times daily 
Should be reduced if there’s renal impairment 

• Side effects: 

- Transient nausea and vomiting. 


Hepa-Merz 

l-OMfTOM tUMOTATI 


Hepa-Mer2GflMUM7F 





Hepa-Merz 2 rz 


fe p 
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VI. Rifaximin: 

• Introduction: 

- semisynthetic antibiotic based on rifamycin. 

It has poor oral bioavailability, meaning that very little of the drug will be absorbed 
into the blood stream when it is taken orally 

• Mechanism of action: 

Rifaximin interferes with transcription by binding to the 3-subunit of bacterial RNA 
polymerase. 

• Medical uses: 

1. Travelers diarrhea: 

> Caused by E.coli only 

> Stopped if diarrhea persists more than 3 days or if there’s development of fever 

2. Hepatic encephalopathy: 

> well tolerated, safe and efficacious in both short- and long-term use in HE 

> Superior to neomycin (ototoxic & nephrotoxic) 

> Superior to metronidazole (Gl upset and neurotoxic) 

> Superior to lactulose according to the recent studies 

> Clinical trials and studies for rifaximin are lesser than those for lactulose but 
there’s 2 studies recommend rifaximin in stages l-lll HE 

> Not recommended for severe hepatic impairment due to increase systemic 
absorption 

3. Relieving chronic functional symptoms of bloating and flatulence that are common 
in irritable bowel syndrome. 

• Preparations: 

Gastrobiotic 200mg tab (available in Egypt) 

- XIFAXAN 200, 550mg tab 

• Dosage: 

1 . For travelers diarrhea: 

> One tablet 200mg tds for 3 days 

2. For hepatic encephalopathy: 

> One tablet 550mg bid 

• Side effects: 

-Gl manifestations: 

Abdominal distension, diarrhea, dry throat, fecal abnormality, gingival disorder, 
inguinal hernia NOS, dry lips, stomach discomfort 
-Chest pain, fatigue, malaise, pain, weakness 
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Cough preparations: 

• Introduction: 

Causes of cough: 

Cause 

Comments 

Viral infections, such as the common 
cold, influenza (the flu), croup, and 
acute bronchitis 

In non-smokers, viral infections are the most common 
cause of cough. The excess mucus produced by these 
infections trigger the cough. 

Postnasal drip 

Mucus dripping down the back of the throat can lead to 
a chronic cough. Many acute respiratory illnesses can 
cause short bouts of postnasal drip. Chronic postnasal 
drip is usually the result of a sinus infection (sinusitis) or 
allergies. 

Asthma 

Asthma causes the airways to become clogged with 
mucus, which then stimulates coughing. In people with 
mild asthma, coughing is sometimes the only symptom 
of the disease. 

Gastroesophageal reflux disease 
(GERD) 

When acid from the stomach backs up into the lower 
esophagus, it can irritate nerve receptors, leading to a 
persistent dry cough. Less commonly, tiny particles of 
the acid are aspirated into the lungs, triggering a cough 
to expel the unwanted substance. 

Smoking 

Cigarette smoke contains irritants that the lungs try to 
get rid of through coughing. In addition, prolonged 
exposure to smoke destroys cilia, the tiny hairlike 
formations that line the airways and whose job it is to 
sweep harmful materials from the lungs. Once cilia are 
destroyed, mucus cannot be expelled normally, which 
leads to a chronic cough. 

Inhalation of a foreign object 

If a tiny object or piece of food is accidentally inhaled 
into the lower respiratory tract, it can trigger a violent 
cough. 

Stress 

A cough that disappears during sleep may be caused 
by stress. 

Allergies 

Allergies can lead to postnasal drip, which can trigger a 
chronic cough. 
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Bacterial infections, such 
asbronchiectasis, (the abnormal 
destruction and widening of the large 
airways), bacterial pneumonia, 
pertussis (whooping cough) or sinus 
infection (sinusitis) 

The excess mucus produced by these infections trigger 
the cough. With bacterial infections, the mucus 
coughed up is often rusty or greenish in color. 

Congestive heart failure 

A dry, persistent cough is a symptom of congestive 
heart failure. Often, the cough worsens at night. 

Environmental pollution 

Breathing in irritants, such as tobacco and other smoke, 
dust, and noxious fumes can trigger a cough. 

Emphysema 

A chronic, mild cough is a symptom of emphysema. 

Lung cancer 

Among non-smokers, a chronic cough is rarely a sign of 
lung cancer. Coughing can be a symptom of lung 
cancer among smokers, but most smokers are used to 
a ?smoker's cough,? and tend not to report it to their 
doctor. 

Atelectasis (partial lung collapse) 

A partial lung collapse can be caused by foreign objects 
or secretions that block the airways, lung disease, or a 
tumor pressing on a lung. The body then stimulates the 
coughing reflex in an attempt to clear the airways. 

Certain medications 

Angiotensin-converting enzyme (ACE) inhibitors and 
beta-blockers, which are both prescribed to treat high 
blood pressure, can cause a chronic dry cough in some 
people who take the drugs. 

Habit 

Some people cough out of habit or nervousness. 

Emotional or psychological problems 

More common in children than adults, a psychogenic 
cough has no apparent physical cause, but is related 
instead to an underlying emotional or psychological 
problem. 

Tuberculosis 

One of the symptoms of this disease is a dry cough that 
eventually may turn into a productive cough with blood- 
stained sputum. 
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Types of cough: 

1. Dry cough: all causes can cause dry cough 

> No mucus is present 

> Usually due to a minor irritation in the throat or larynx 

2. Productive cough: specially tracheo-broncho-alveolar causes 

> Mucus is present 

> Usually due to an infection 

> Can be blood-streaked in smokers with COPD 

3. Acute cough: 

> New < 3 weeks 

> Usually due to an infection 

4. Chronic cough: 

> Longstanding > 3weeks 

> Due to an underlying illness, such as smokers cough caused by COPD 
- Management: 

1 . Cough preparations are adjuvant therapy or supportive treatment and the actual 
treatment is treatment of the definitive cause 

2. If u can't suggest the cause by history and clinical examination you can follow this 
algorithm 
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• Dry cough preparations: 

1 . Rhinotus syrup and caps 

> Contain dextromethorphane which has a little 
evidence of dependence of the morphine type 

2. Sinecod 7.5 syrup 

> Centrally acting cough suppressant with bronchodilatation effect 

3. Selgon 20 tab.: 

> Suppress cough center with bronchodilatation effect 


Productive cough preparations: 



1 . 


Mucolytics: ( may disturb the gastric mucosal barrier so used cautiously with PU) 
A mucolytic agent is an agent which dissolves thick mucus and is usually used to 
help relieve respiratory difficulties. 

It does so by dissolving various chemical bonds within secretions, 
which in turn can lower the viscosity by altering the mucin-containing 
components. 

a) Ambroxol: (metabolite of bromhexine) 

■ It promotes mucus clearance, facilitates expectoration 
and eases productive cough, allowing patients to breathe 
freely and deeply. 

■ Ambroxol also provides pain relief in acute sore throat. 

Also it has anti inflammatory properties so used as lozenge in acute 
pharyngitis 

■ T rade names: (J*Vi ^ <^i j- 4-3 

s Ambroxol 20mg tab., 150mg cap., 15mg syp 
s Muco 15mg cap. And syp. 
s Mucosin 15mg cap., syp, lozenges 





H 


Uroxol 

hi ftftiltU 


... \ 


•j v j 'j v 

ll ± ± ^ 
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b) 


Acetyl cisteine: 

■ Uses of ACC: 

s Mucolytic as adjuvant therapy in respiratory 
disorders associated with excessive mucous 
production or thick mucous 
s IV in paracetamol overdose 
s Treatment of interstitial lung disease as it reduce 
the progression of the disease 




s Treatment of cyclophosphamide-induced 
hemorrhagic cystitis due to the ability of 
acetylcysteine to diminish the effectiveness of 
cyclophosphamide 

■s Treatment of Polycystic Ovary Syndrome PCO. 

Its efficacy is the same as metformin 
v' IN psychiatry ‘Acetylcysteine has been shown 
to reduce the symptoms of both 
schizophrenia and bipolar disorder. Also used 
in autism, cocaine craving, smoking, and 
obsessive symptoms 

s IN Microbiology‘ Acetylcysteine can be used 
in Petroff's method i.e. liquefaction and 
decontamination of sputum, in preparation for 
diagnosis of tuberculosis 
s Oral acetylcysteine is used for the prevention 

of radiocontrast-induced nephropathy with big controversy and 
recent studies proved that it has no rule in reducing nephropathy. 
Acetylcysteine continues to be commonly used in individuals with 
renal impairment to prevent the precipitation of acute renal failure 
■ Tradenames: 

s Acetylcistein 200mg sach. 3 

s Mucosolvan 7.5 syp and tab. 



c) Bromhexine: 

■ Increase the proportion of serous bronchial 
secretion, making it more easily expectorated. 

■ Bromhexine also enhances mucus transport by 
reducing mucus viscosity and by activating the 
ciliated epithelium. 

■ Tradenames: 

s Bisolvon 8mg tab., 4mg syp. 
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d) Carbocisteine: 

■ a mucolytic that reduces the 
viscosity of sputum and so can 
be used to help relieve the 
symptoms of chronic obstructive 
pulmonary disorder (COPD) and 
bronchiectasis by allowing the 
sufferer to bring up sputum more 
easily. 

■ Should not be used with 
antitussives (cough suppressants) or medicines that dry up bronchial 
secretions. 

■ Tradenames: 

s Mucosol 250mg adult syp, 375 cap. 

e) Erdosteine: 

■ Erdosteine modulates mucus production and viscosity and increases 
mucociliary transport, thereby improving expectoration. 

■ It also exhibits inhibitory activity against the effects of free radicals 
produced by cigarette smoke. 

■ Erdosteine 300 mg twice daily reduced cough (both frequency and 
severity) and sputum viscosity more quickly and more effectively than 
placebo and reduced the adhesivity of sputum more effectively than 
bromhexine 30 mg twice daily. 

■ Co-administration of erdosteine and amoxicillin in patients with acute 
infective exacerbation of chronic bronchitis 
resulted in higher concentrations of the 
antibiotic in the sputum, leading to earlier and 
more pronounced amelioration of clinical 
symptoms. 

■ Trade names: 

s Mucotec 150,300mg cap 
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3. Mucolytic + broncodilator + Expectorant (Guaifenesin) 

N.B. Guaifenesin: 

> Acts as an expectorant by increasing the volume 
and reducing the viscosity of secretions in the 
trachea and bronchi. It also stimulates the flow of 
respiratory tract secretions, allowing ciliary 
movement to carry the loosened secretions upward 
toward the pharynx. 

> Other uses are treatment of gout and facilitation of 
conception 

Farcosolvin, trisolvin, All-Vent, ...etc 


Multi-ingredient preparations: 

They’re mixture of many groups e.g. mucolytic, antitussive, 
expectorant, bronchodilator, analgesics, antihistaminics, ...etc 
The most common trade names are: 

Expectyl, oplex, osipect, toplexil, ultrasolv, tusskan, ...etc 




13 | P a g e 




[Part 3] 


FDB GUIDE 


• Herbal cough preparations: 

- Suitable for pregnant, lactating mother, hepatic & renal impairment 
The most common trade names are: 

Balsam, bronchicum, broncho, guava, guasol, guaflex, herbal bronch, ...etc 
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II. Bronchodilators: 

• Introduction: 

- A bronchodilator is a substance that dilates the bronchi and bronchioles, 
decreasing resistance in the respiratory airway and increasing airflow to the lungs. 

- They are most useful in obstructive lung diseases, of which asthma and chronic 
obstructive pulmonary disease are the most common conditions. 

Although this remains somewhat controversial, they might be useful in bronchiolitis. 
They are often prescribed but of unproven significance in restrictive lung diseases. 

• Classifications: 

a) Short acting /32-agonists e.g. salbutamol, terbutaline 

b) Long acting /32-agonists (LABA) e.g. salmeterol, formoterol, bambuterol 

c) Anticholinergics e.g. tiotropium, ipratopium bromide 

d) Theophylline 

e) Acefylline 

f) Multi-ingredient bronchodilators 


a) Short acting (32-agonists: 

> These are quick-relief or "rescue" medications that provide quick fast, 
temporary relief from asthma symptoms or flare-ups. 

> These medications usually take effect within 20 minutes or less, and can 
last from four to six hours. 

> These inhaled medications are best for treating sudden and severe or new 
asthma symptoms. 

> Taken 15 to 20 minutes ahead of time, these medications can also prevent 
asthma symptoms triggered by exercise or exposure to cold air. 

1 . Salbutamol: 

> Salbutamol was the first selective (3 2 -receptor agonist to be marketed — in 
1968. 

> Medical uses: 

■ Salbutamol is typically used to treat bronchospasm (due to either 
allergen asthma or exercise-induced), as well as chronic obstructive 
pulmonary disease 

■ Was used as tocolytic but it is now replaced by CCBs e.g. nifedipine 
which is more effective, better tolerated and orally administered. 

> Side effects: 

■ The most common side effects are fine tremor, anxiety, headache, 
muscle cramps, dry mouth, and palpitation. 

■ High doses may cause hypokalaemia, which is of concern in patients 
with renal failure and those on certain diuretics and xanthine 
derivatives. 
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> Preparations: 

■ Capsules: Activent 8 SR, broncal 4,8 SR 

■ Tablets: salbovent 2mg, farcolin 2mg, vental 2mg, ventolin 2mg, 
salbovent forte 4mg 

■ Inhaler: vental, ventolin 

■ Syrup: salbovent, vental, ventolin 

■ Solution for nebulizer: farcolin 0.5 

■ Ampoules: salbovent, ventolin 




2. Terbutaline: 

> Medical uses: 

■ Terbutaline is used as a fast-acting bronchodilator 
(often used as a short-term asthma treatment. 
The inhaled form of terbutaline starts working 
within 1 5 minutes and can last up to 6 hours. 

■ Was used as tocolytic but nowadays it’s not 
approved by FDA as tocolytic 

> Side effects: 

■ tachycardia, nervousness, tremors, headache, 
hyperglycemia, hypokalemia, and rarely, 
pulmonary edema. 

> Preparations: 

■ Aironyl 2.5 tab. & 3mg syp. 

■ bricanyl 2.5 tab. & 3mg syp. & 0.25 inhaler 
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b) Long acting (32-agonists (LABA): 

> These are long-term medications taken routinely in order to control and 
prevent bronchoconstriction. 

> Are usually prescribed for moderate to severe persistent asthma patients or 
patients with chronic obstructive pulmonary disease (COPD). 

> They are not intended for fast relief. These medications may take longer to 
begin working, but relieve airway constriction for up to 12 hours. 

> They are designed to reduce the need for shorter-acting (3 2 -agonists such as 
salbutamol, as they have duration of action of approximately 12 hours in 
comparison with the 4- to 6-hour duration of salbutamol. 

> Commonly taken twice a day with an anti-inflammatory medication, they 
maintain open airways and prevent asthma symptoms, particularly at night. 

1. Salmeterol: 

> Medical uses: 

■ It is a long-acting beta-adrenoceptor agonist (LABA), usually 
prescribed only for severe persistent asthma following previous 
treatment with a short-acting beta agonist such as salbutamol and is 
prescribed concurrently with a corticosteroid, 
such as beclomethasone. 

■ When used regularly every day as 
prescribed, inhaled salmeterol decreases 
the number and severity of asthma attacks. 

However, like all LABA medications, it is not 
for use for relieving an asthma attack that 
has already started. 

> Side effects: 

■ In most cases, salmeterol side effects are 
minor and either don't require treatment or 
can easily be treated. 

■ The common side effects of salmeterol are 
dizziness, sinus infection, and migraine 
headaches. 

■ Some of these more serious side effects 
include a very fast heart rate, high blood 
pressure, and worsening breathing problems. 

> Preparations: 

■ Metrovent 25 inhaler 

■ Seretide discus (salmetrol + fluticasone) 



Seretide 

Diskus 

60 *vw**-~ 

DnJU»* «< h “V |tf .. 

EEL-, 
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2. Formoterol: 

> Medical uses: 

■ As salmeterol but: 

s Have a faster onset of action 
than salmeterol as a result. 
s More potent - a 1 2 gg dose of 
formoterol has been 
demonstrated to be 
equivalent to a 50 gg dose of 
salmeterol. 

> Preparations: 

■ Foradil 12 30 inh. Caps. 



3. 


Bambuterol: 

> The same like other LABAs 

> Preparations: Lelafree 10,20 mg tabs 

> Dosage: lOmg once daily and can be 
increased after 1-2 weeks to 20 mg once 
daily 



N.B. Indacaterol: 

s an ultra-long-acting beta-adrenoceptor agonist that has a duration of action of 24 
hours 

s It needs to be taken only once a day, unlike the currently available formoterol and 
salmeterol. 

s It is licensed only for the treatment of chronic obstructive pulmonary disease (COPD) 
(long-term data in patients with asthma are thus far lacking). 

s It is delivered as an aerosol formulation through a dry powder inhaler. 

S Approved by FDA in July 201 1 
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c) Anticholinergics: 

> An anticholinergic agent is a substance that blocks the neurotransmitter 
acetylcholine in the central and the peripheral nervous system 

> Anticholinergics are a class of medications that inhibit parasympathetic 
nerve impulses by selectively blocking the binding of the neurotransmitter 
acetylcholine to its receptor in nerve cells. 

> The nerve fibers of the parasympathetic system are responsible for the 
involuntary movements of smooth muscles present in the gastrointestinal 
tract, urinary tract, lungs, etc. 

> Anticholinergics are divided into three categories in accordance with their 
specific targets in the central and/or peripheral nervous system: 
antimuscarinic agents, ganglionic blockers, and neuromuscular blockers. 

> We will focus on antimuscarinic e.g. tiotropium & ipratropium 

1. Tiotropium: 

> Mechanism of action: 

■ Tiotropium is a muscarinic receptor antagonist, often referred to as 
an antimuscarinic or anticholinergic agent. 

■ Although it does not display selectivity for specific muscarinic 
receptors, on topical application it acts mainly on M 3 muscarinic 
receptors located on smooth muscle cells and submucosal glands 
leading to a reduction in smooth muscle contraction and mucus 
secretion, thus producing a bronchodilatory effect. 

> Medical uses: 

■ Tiotropium is used for maintenance treatment of chronic obstructive 
pulmonary disease (COPD) which includes chronic bronchitis and 
emphysema. 

■ It is not however used for acute exacerbations. 

> Side effects: 

■ Antimuscarinic effects including dry mouth, thickened respiratory 

tract secretions, blurring of vision, urinary difficulties or retention, 
constipation etc 

> Preparations: 

■ Spiriva caps. For inhalation 
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2. Ipratropium: 

> Medical uses: 

■ Ipratropium is administered by inhalation for the treatment of chronic 
obstructive pulmonary disease (COPD). 

■ It is also combined with salbutamol under the trade names 
Combivent (metered-dose inhaler or MDI) for the management of 
COPD and asthma. 

> Side effects: 

■ Antimuscarinic effects including dry mouth, thickened respiratory 

tract secretions, blurring of vision, urinary difficulties or retention, 
constipation etc 

■ Inhaled ipratropium does not decrease mucociliary clearance. 

> Preparations: 

■ Atrovent 1-2 puffs 3-4 times daily 

■ Combivent (salbutamol + Ipratropium) 



d) Theophylline: 

> Actions of theophylline: 

■ relaxing bronchial smooth muscle 

■ increasing heart muscle contractility and efficiency; as a positive 
inotropic 

■ increasing heart rate: positive chronotropic 

■ increasing blood pressure 

■ increasing renal blood flow 

■ some anti-inflammatory effects 

■ Central nervous system stimulatory effect mainly on the medullary 
respiratory center. 

> Medical uses: 

■ chronic obstructive pulmonary disease (COPD) 

■ asthma 

■ infant apnea 

■ Blocks the action of adenosine 
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> Side effects: 

■ It has a narrow therapeutic index, so its use must be monitored to 
avoid toxicity. (Therapeutic serum level ranges 10 to 20mcg/mL. 
At higher levels (>20mg/L), serious toxic effects such as 
arrhythmias and convulsions may occur without warning.) 

■ It can also cause nausea, diarrhea, increase in heart rate, 
arrhythmias, and CNS excitation (headaches, insomnia, irritability, 
dizziness and lightheadedness). 

■ Seizures can also occur in severe cases of toxicity and is considered 
to be a neurological emergency. 

■ Its toxicity is increased by erythromycin, cimetidine, and 
fluoroquinolones, such as ciprofloxacin. It can reach toxic levels 
when taken with fatty meals 

■ Theophylline toxicity can be treated with beta blockers. In addition to 
seizures, tachyarrhythmias are a major concern. 

> Preparations: 

■ Minophylline syrup, 300mg tabs. , 500mg supp & amp. 

■ Quibron-T SR 300mg tabs. 

■ Theo SR 100, 200, 300 mg caps. 

■ Uniphylline 300, 400 caps. 



> Dosage : 

■ 300-400 mg daily 
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e) Acefylline : 

> The same as theophylline but less toxic 

> Trade names: epicophylline syp. And etaphylline Z supp. 

> Phenobarbitone is added to regulate CNS functions due to its sedative and 
hypnotic effect. Papaverine is a direct smooth muscle relaxant. 

> Trade names: etaphylline Phen. Papaverine supp 


f) Multi-ingredient bronchodilators: 

> Asmacid tab , Asmolin tab , allerase cap ...etc 



III. Leukotriene Receptor Antagonist (LTRA): 

• Introduction: 

- A leukotriene antagonist is a drug that inhibits leukotrienes, which are fatty 
compounds produced by the immune system that cause inflammation in asthma 
and bronchitis, and constrict airways. 

- Leukotriene inhibitors (or modifiers) are used to treat those diseases. 

- They are less effective than corticosteroids and thus less preferred in the treatment 
of asthma. 

• Preparations: 

1 . Montelukast: montekal, singulair lOmg (1 tab. Daily) 

2. Ketotifen (also 2 nd generation antihistaminic): zaditen Img bid 

3. Zafirlukast: monokast, ventair 20mg bid 1 hr. before meal or 2hrs. after meal 


1 28FU-MTABIET 


lmtabu« - 

SIN®* ftf 


ww\/dwClS3Sy^rmacy.com 



Montekal 5 
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IV. Inhaled Corticosteroids (ICS): 

• Definition: 

Inhaled corticosteroids are glucocorticoids (a class of steroid hormones that are 
synthesized by the adrenal cortex and have anti-inflammatory activity) formulated to 
be used in the respiratory tract and lungs. 

• Medical uses: 

The intranasal are deposited into the nasal passages and may be used to treat 
nasal polyps, perennial allergic rhinitis, seasonal allergic rhinitis, and recurrent 
chronic sinusitis. 

Oral inhalations are used when the steroids are designed for deposition further 
into the respiratory tract. These are used for treatment of chronic asthma and 
prevention of asthmatic attacks. Recently can be used COPD. 

• Side effects: 

- Local: 

1 . Dysphonia: The most common complaint is of hoarse voice (dysphonia) and 
may occur in over 50 percent of patients using metered dose inhalers (MDIs). 
Incidence may be lower with dry powder devices. 

2. Thrush: Oropharyngeal candidiasis (thrush) may be a problem in some 
patients, particularly elderly patients, patients taking concomitant oral 
glucocorticoids, and patients inhaling glucocorticoids more often than twice 
daily. 

3. Contact hypersensitivity: Allergic contact dermatitis has occasionally been 
described due to inhaled glucocorticoids, particularly budesonide . 

4. Others: Cough and throat irritation, sometimes accompanied by reflex 
branch oconstriction. 

5. Other unusual local complications of ICS include infectious perioral dermatitis, 
tongue hypertrophy, and increased thirst. 

- Systemic: 

1. Skeletal effect: Osteoporosis — the effects of oral glucocorticoids on 
osteoporosis and increased risk of vertebral and rib fractures are well known. 

2. Adrenal suppression: still under investigations and studies 

3. Other side effects of systemic steroids may occur but all are under studying. 

■ N.B. Ciclesonide are slightly different from other ICS because 
ciclesonide is delivered to the airways as an inactive compound that 
is subsequently converted by esterases to the active metabolite. It 
also has low oral bioavailability and a high clearance rate, potentially 
decreasing systemic side effects. 
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Pharmacokinetics of inhaled corticosteroids 



Inactivation 
in liver 
“first pass” 


Eighty to 90 percent of the corticosteroid dose from a metered dose 
inhaler is swallowed and absorbed from the gastrointestinal tract. This 
fraction is then largely metabolized by the liver ("first pass metabolism") 
so that only a small amount is absorbed into the systemic circulation. 
Approximately 10 to 20 percent of a dose of corticosteroid from a 
metered dose inhaler is delivered to the respiratory tract. This is 
absorbed from the lung periphery directly into the systemic circulation. 
Thus, although less of the dose is delivered to the respiratory tract, 
that is the amount that contributes proportionately more to systemic 
side effects. 



ipToDale 


• Preparations: 

- There are many preparations for ICS listed below: 

1 . Fluticasone 

2. Beclomethasone 

3. Budesonide 

4. Ciclesonide 

5. Flunisolide 

6. Mometasone 

- Not all preparations are available in Egypt so we will mention the available ones 
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Preparations that contain steroids only: 

1 . Beclomethasone: 

> Trade names: clenil forte, beclosone 



2. Budesonide: 

> Trade names: miflonide 400, pulmicort 100,200 



(’* novarti* 


3. Ciclesonide: 

> Trade names: alvesco 80, 160 




4. Fluticasone: 

> Trade names: flixotide 50, 100, 125, 250 



Preparations contain steroids plus bronchodilator: 

1 . Beclomethasone + Salbutamol: clenil compositum, 
vental compositum 

2. Budesonide + Formetrol: symbicort 

3. Fluticasoe + salmeterol: seretide discus 250, 500 
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Estimated comparative daily doses for inhaled glucocorticoids in adolescents and adults 


Drug 

low dose 

Medium dose 

High dose 

Beclomethasorte HFA 

SO -2 40 meg 

240-400 mog 

>430 meg 

40 meg/dose 

(2-6 puffs) 



SO meg/dose 

( 1-3 puffs) 

(3-6 puffs) 

(>6 puffs) 

Budesonkle DPI (Flexhaler®) 

180-600 meg 

600-1200 meg 

>1200 meg 

90 meg/dose 

(2-6 inhalations) 



ISO meg /dose 

(1-3 inhalations) 

(4-6 inhalations) 

(>6 inhalations) 

Budcsonidc DPI (Turbo haler® )* 

200-600 meg 

600-1200 meg 

>1200 meg 

100 meg/dose 

( 2-6 inhalations) 



20'0 meg/dose 

(1-3 inhalations) 

(3-6 inhalations) 

(>6 inhalations) 

400 meg/dose 

(1 inhalation) 

(2-3 inhalations) 

(>3 inhalations) 

C iclesonide HFA 

30-320 meg 

320-640 mog 

>64C meg 

SO meg/puff 

( 1-4 puffs) 

(4-3 puffs) 

(>8 puffs) 

160 meg/puff 

(1-2 puffs) 

(2-4 puffs) 

(>4 puffs) 

Flunisolide HFA* 

320 meg 

320-640 meg 

>640 meg 

SO meg/puff 

(4 puffs) 

(4-3 puffs) 

(>S puffs) 

Fluticasone HFA 

88-264 meg 

264-440 meg 

>440 meg 

44 meg/puff 

(2-6 puffs) 



110 meg/puff 

(2 puffs) 

(3-4 puffs) 

(>4 puffs) 

220 meg/puff 



(>2 puffs) 

Fluticasone DPI 

100-300 mog 

300-500 meg 

>500 meg 

50 meg/dose 

(2-6 inhalations) 



100 meg/dose 


(3-5 inhalations) 

(>5 inhalations) 

250 meg/dose 



(>2 inhalations) 

Mometasone DPT 

220 meg 

440 meg 

>440 meg 

110 meg/dose 

(2 inhalations) 



220 mog/dose 

(1 inhalation) 

(2 inhalations) 

(>2 inhalations) 


Notes : 

The most important determinant of appropriate dosing is the clinician's judgment of the 
patient's response to therapy. The dinlcian must monitor the patient's response on several clinical 
parameters and adjust the dose accordingly. The stepwise approach to therapy emphasizes that once 
control of asthma is achieved, the dose of medication should be carefully titrated to the minimum dose 
required to maintain control, thus reducing the potential for adverse effects. 

Some doses may be outside package labeling. 

The conventions for expressing doses from metered dose inhalers (MDls) and dry powder inhalers 
(DPfs) vary from one country to another. In the United States, IMOI doses are expressed as the 
actuator dose (the amount of drug leaving the actuator and delivered to the patient, eg, fluticasone 
44, lio or 220 meg per spray). This is different from the dose expressed as the valve dose (the 
amount of drug leaving the valve, not all of which is available to the patient), which Is used in many 
European countries and in some of the scientific literature (eg, fluticasone EG, 125 or 250 meg per 
spray), in the united States, DPI doses may be expressed as the amount of drug in the inhaler 
chamber following priming (eg, mometasone DPI 110' meg or 220 meg per dose). In other countries; 
DPI doses may be expressed as the amount of drug delivered from the mouthpiece (eg, mometasone 
DPI 100 meg or 200 meg per dose), 

HFA: hydrofiluoroalkane propellant metered dose inhaler; CFC: chlorofluorocarbon propellant metered dose inhaler, 
* Not available in the United States, 
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Overview of Asthma Management 


• COMPONENTS OF ASTHMA MANAGEMENT: 

1 . Routine monitoring of symptoms and lung function 

2. Patient education to create a partnership between clinician and patient 

3. Controlling environmental factors (trigger factors) and comorbid conditions that 
contribute to asthma severity 

4. Pharmacologic therapy 

• Goals of Asthma treatment: 

1 . Reduce impairment : 

> Freedom from frequent or troublesome symptoms of asthma (cough, chest 
tightness, wheezing, or shortness of breath), including symptoms that 
disturb sleep 

> Minimal need (<2 times per week) of inhaled short acting beta agonists 
(SABAs) to relieve symptoms 

> Optimization of lung function 

> Maintenance of normal daily activities, including work or school attendance 
and participation in athletics and exercise 

> Satisfaction with asthma care on the part of patients and families 

2. Reduce risk: 

> Prevention of recurrent exacerbations and need for emergency department 
or hospital care 

> Prevention of reduced lung growth in children, and loss of lung function in 
adults 

> Optimization of pharmacotherapy with minimal or no adverse effects 
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• Classification of asthma severity & stepwise approach for managing asthma 


Classifying asthma severity and initiating treatment in youths greater than or equal 
to 12 years of age and adults 




Classification of asthma severity (S12 years of age) 

Components of severity 

I nterm itte nt 

Persistent 



Mild 

Moderate 

Severe 

Impairment 

Normal 

Symptoms 

^2 days/week 

>2 days/week 
but not daily 

Daily 

Throughout 
the day 

FEV ± /FVC: 

B-19 yr 35 
percent 

Nighttime awakenings 

s2x/month 

3-4x/rnontti 

>ix/week 
but not 
nightly 

Often 

7x/week 

20-39 yr SO 

percent 

40-59 yr 75 
percent 

60-30 yr 70 
percent 

Short -acting beta 3 - 
agonist use for 
symptom control (not 
prevention of EIB) 

£2 days/week 

>2 days/week 
but not daily, 
and not more 
than lx on any 
day 

Daily 

Several times 
per day 

Interference with 
normal activity 

None 

Minor limitation 

Some 

limitation 

Extremely 

limited 


Lung function 

* Normal FEV^ 

* FEV X S3Q 

* FEVj >60 

* FEV 1 <60 



between 

e x a cerbati o n s 

* fev l >bo 

percent 

predicted 

* FEV 1 /FVC 

but <80 
percent 
predicted 

percent 

predicted 

- FEV ± /FVC 



percent 

predicted 

* FEVj/FVC 
normal 

normal 

* FEV 1 /FVC 

reduced 5 
percent 

reduced >5 
percent 

Risk 

Exacerbations 
requiring oral 
systemic 
corticosteroids 

0- 1/year (see 
footnote ) 

£2/year (see footnote) 


Consider severity and interval since 

last exacerbation 



Frequency and severity may fluctuate overtime for patients in 
any severity category 



Relative annual risk of exacerbations may be related to FEVj 

Recommended step for initiating 

“i ■!— Pi-1 

Step l 

Step £ 

Step 3 

| Step 4 or 5 

J.I caunciiv 




And consider short course of 
oral systemic corticosteroids 



In 2-6 weeks, evaluate level of asthma control that is achieved and 
a d j ust the ra p y accord i n g 1 y . 


Assessing severity and initiating treatment for patients who are not currently taking 
long-term control medications. The stepwise approach is meant to assist, not replace, the 
clinical decisionmaking required to meet individual patient needs. Level of severity is determined 
by assessment of both impairment and risk. Assess impairment domain by patient 1 s/caregiver's 
recall of previous 2-4 weeks and spirometry. Assign severity to the most severe category in 
which any feature occurs. At present, there are inadequate data to correspond frequencies of 
exacerbations with different levels of asthma severity, Tn general, more frequent and intense 
exacerbations (eg, requiring urgent, unscheduled care, hospitalization, or ICU admission) indicate 
greater underlying disease severity. For treatment purposes, patients who had >2 exacerbations 
requiring oral systemic corticosteroids in the past year may be considered the same as patients 
who have persistent asthma, even in the absence of impairment levels consistent with persistent 
asthma. 

FEV ± : forced expiratory volume in 1 second- FVC: forced vital capacity; ICU: intensive care unit. 

Reproduced from: Ha tionei Heart, Stood, and Lung Institute Expert Pane / PejDcrrt 3 {EPP 3): Guidelines for the 
Z>/3gnosis and Management of Asthma. NIH Publication no. 08-4051 , 2007 , 


Li 1 
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Stepwise approach for managing asthma in youths greater than or equal to 
years of age and adults 


Interniit(« 
a sthma 


Persistent ast h ma : daily medication 

Consult with asthma specialist if step 4 care or higher is required. 
Consider consultation at step 3. 


Step 1 


Prefe nred : 
SABA PR N 


Step Z 

Low’ dose IC-S 

r 

Gmmolyvv 

LTRA, 

Piftdocro-imr,. 

or 

Theophyll i n-e 


Step 6 


Step 3 

PrH?fi?rr<? d 1 . 

Low-dose 
ICS + LA BA 
OR 

Medium-dose 

ICS 

AJt<e ma five 

Low-dose 
ICS +■ either 
LTRA, 

Theophylline* 
or Zileuton 


Step -4 

Are/e j-red.- 

M 0 -d i um-doss 
ICS + LABA 


A/terjrtatpVe.- 

Medium -dose 
ICS + either 
LTRA, 

Theophyl line, 
or Zileubo-n 


Step 5 

FrelW-«/_ 

High-dosa 

ICS + LABA 

AND 

Consider 
•Omalizumab 
for patients 
who have 
allergies 


Plreferred'.- 

H ig h -dose 
ICS + LABA +■ 
Or«l 

c o rti c o sterna li d 
AN D 

Consider 
Omalizumab 
for patients 
who have 
allergies 


Each step: patient education, environmental control, and management of comorbidities. 

Steps 2.-4: consider sub cutaneous allergen immunotherapy for patients who have allergic 
asthma (sea footnotes). 


■Quiclc-rel ief medication for all patients 

• SABA as needed for symptoms. Intensity of treatment depends on severity of symptoms: 
up to 3 treatments at 20-minute internals as needled. Short course of oral systemic 
corticosteroids may be needed. 

* Us* of SaSa >2 days a w**k for symptom r*Fjaf (pot p-r*v**itiori of ElB) generally indicator 
irtpdoquatie co«troli arid the need to s-tep up treatment. 



Step up if 
needed 

(first, check 
adherence,- 
envi ronmenta I 
control, and 
comorhid 
conditions) 


Assess 

contro/ 


Step down if 
possible- 

( arid asthma is 
well controlled 
at least 
3 months) 



The stepwise approach is meant to assist, not replace, the clinical decision-making 
required to meet individual patient needs. If alternative treatment is used and response 
is inadequate, discontinue it and use the preferred treatment before stepping up. 
Zileuton is a less desirable alternative due to limited studies as adjunctive therapy and 
the need to monitor liver function. Theophylline requires monitoring of serum 
concentration levels. In step 6, before oral systemic corticosteroids are introduced, a 
trial of high -dose ICS -a- LABA H- either LTRA, theophylline, or zileuton may be 
considered, although this approach has not been studied in clinical trials. Step l, 2, and 
3 preferred therapies are based on Evidence A; step 3 alternative therapy is based on 
Evidence A for LTRA, Evidence B for theophylline, and Evidence D for zileuton. Step 4- 
preferred therapy is based on Evidence B, and alternative therapy is based on Evidence 
B for LTRA and theophylline and Evidence D for zileuton. Step 5 preferred therapy is 
based on Evidence B. Step S preferred therapy is based on (EFR-2 1997) and Evidence 
B for omalizumab, Immunotherapy for steps 2-4 is based on Evidence B for house-dust 
mites, animal danders* and pollens; evidence is weak or lacking for molds and 
cockroaches. Evidence is strongest for immunotherapy with single allergens. The role of 
allergy in asthma is greater in children than in adults. Clinicians who administer 
immunotherapy or omalizumab should be prepared and equipped to identify and treat 
anaphylaxis that may occur. 

Alphabetical order is used when more than one treatment option is listed within 
either preferred or alternative therapy. 

EIB: exercise -induced brondhospasm; ICS: inhaled corticosteroid; LABA: long -acting inhaled beta 2 - 


agonist; LTRA: leukotriene receptor antagonist; SABA: inhaled short -acting b eta 2 -agonist. 
Reproduced from: National Heart, Stood, and Lung Ins tltute Expert Pane/ Report 3 (EPP 3): Guidelines 
for tha Diagnosis and Management of Asthma. NIH Publication no. OS -AOS 2 ^ 200 7. 
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c£)isj2&zisiTZ < zj O^i-f/zz ission 


■ 

t^DBl 


A Tame: Date: / / 

Diagnosis: JiCUtti. ‘iBa.Ct £ TXa C Unit: 

< Bronchitis 


Zisrocin 500mg cap. 


fi\A Y OJuoJ Lo* 6>o qsLuu sIjlsJI JJ ^^uuS 




ZisUin 200mg sack. 


LuO^J Cj\jJZ V tlo ^ A (JJUuS 

<E(/ C VanadoC <Extra ta6. 

Ljo^j O Ld Luj /\ t |S 
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L #f db1 


Name: Date: / / 

Diagnosis: JlC.Ute.. (Ba.Ct e. tia C Unit: 

< Bronchitis - (Pregnant 


Cur am 62 5 mg ta6. 

I ojuoJ oLcLuu A 


Rj tferbal (Broncfi syrup 








R/ ( TanacCoC ^Expra ta6. 

o Lc Ljuj /\ i i ^ 
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• Introduction: 

- Symptomatic therapy remains the mainstay of common cold treatment. 

In the absence of convincing evidence of a secondary bacterial infection, antibiotics are not 

effective in the treatment of the common cold and should not be prescribed. 

2008 NICE (National Institute for Health and Clinical Excellence) guidelines from the UK 

recommend that patients seeking medical evaluation for cold symptoms should: 

> Be advised that the usual course and duration of illness is up to one and a half weeks 
for patients with a cold; symptoms persist an additional three days on average in 
smokers 

> Be informed regarding the risks and benefits of symptomatic management, including 
analgesics and antipyretics 

> Be informed and reassured that antibiotics are not needed and may have side effects 

> Have their concerns and expectations discussed 

> Be advised to return for review if their condition worsens or exceeds the expected time 
for recovery 

oia.1 j <1 jjJI ^lii supportive J' V' (^klt Ua> SJ JjjII 3jj.il 

Cilc. jjk^-all (jj 3 j!Xj jl jjic- j ■'■v « ^jic. ic jja jj AjjJVI tilljJj 

Analgesics - Antihistamines - Decongestants 

- Decongestants : 

> For example pseudoephedrine, etilefrine, phenylpropanolamine, phenylephrine, 
phenyltoloxamne ...etc 

> They’re sympathomimetics so their vasoconstrictive activity on nasal capillaries prevent 
the nasal discharge which is usually occur during common cold and influenza 

> Should be avoided for hypertensive patients 

- Antihistamines : 

> For example chorpheniramine, pheniramine ...etc 

> a 1 955 study of "antihistaminic drugs for colds," carried out by the U.S. Army Medical 
Corps, reported that "there was no significant difference in the proportion of cures 
reported by patients receiving oral antihistaminic drugs and those receiving oral 
placebos. 

> The authors of the American College of Chest Physicians Updates on Cough 
Guidelines (2006) recommend that, for cough associated with the common cold, first- 
generation antihistamine-decongestants are more effective than newer, non-sedating 
antihistamines. 

- Analgesics antipyretics: 

> For example paracetamol and NSAIDs ...etc 

> Used cautiously in patients with peptic ulcer 

- Caffeine: 

> Enhance the analgesic effect of codeine and paracetamol or aspirin 
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Phenylepherine 


Phenylepherine 


pseudoephedrine 


pseudoephedrine 


pseudoephedrine 


pseudoephedrine 


pseudoephedrine 
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Paracetamol chlorpheniramine Sine up 


Ibuprofen 


Paracetamol 


Carbinoxamine Rhinopro 
maleate 



Loratadine Decongess-L ,Clarinase 




CLARINASE 

LORATADINE AND PSEUDOEPHEDRINE 


Cetrizine Clearest 

Triprolid ine Actifed 



Powercaps ,Brufen flu ,Dolo-D, Farex 



Sinutab 





[Part 3] 


FDB GUIDE 


• Other common supportive treatment for common cold: 

I. Nasal decongestants: 

❖ All nasal decongestants shouldn’t be used more than 5 days or maximum 7 
days as they may affect nasal mucosa producing Rhinitis Medicamentosa 
1. Oxymetazoline: 

■ A direct sympathomimetic vasoconstrictor 

■ Relieves nasal congestion within few minutes & its effect lasts for several hours 

■ Side effect: 

s Rebound congestion may occur after frequent or prolonged nasal use 
s Rhinitis medicamentosa after frequent or prolonged nasal use 

■ Dosage: one drop in each nostril 2-3 times daily 

■ Trade names: 

^ Afrin 0.5% adult drops & adult spray 
v' Oxymet 0.05% adult drops 



2. Xylometazoline hydrochloride: 

■ A direct sympathomimetic vasoconstrictor with marked a adrenergic activity 

■ It is a vasoconstrictor reducing swelling and congestion of mucous membrane 

■ The effect begins within 5-1 0 minutes of application and lasts for up to 1 0 hours 

■ Side effects: like oxymetazoline 

■ Dosage: one drop in each nostril 2-3 times daily 

■ Trade names: 

s Otrivin: 1% adult drops - 0.1% adult nasal spray 
v' Rhinex 1% adult drops 
S Balk’s, nasostop ...etc 
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3. Naphazoline + chlorpheniramine maleate: 

■ Naphazoline: 

s Decongestant for nose & eye 
s Alpha agonist 

s Rebound congestion may occur after 
prolonged use 

■ Dosage: one drop 3 times daily 

■ Trade names: Prisoline, Nostamine, 
Neozoline...etc nasal and eye drops 

4. Rinosin nasal/eye drops and nasal gel: 

■ Naphazoline + cetrimide (i.e. antiseptic) 





c-kiSrij oj * 13 ^ 
V) tV-3-jV 

..mini! < all >3) 



W*1 % 





5. Vibrocil nasal gel and adult spray: 

■ Dimetindenum (antihistamine) + 
phenylephrine (decongestant) + 
neomycin (antibiotic) 



II. Antiseptic lozenges: 

- Lozenges are a pharmaceutical form to be chewed not swallowed 
Used every 2-3 hours 

- Antiseptic for mouth and throat 

- Trade names: Bradoral, Larypro, Orofar, Strepsils, Tantum Verde. ...etc 
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(Drz^ cDzsjzerzszfzg CP&zyzzzsszozz 



Name: Date: / / 

Diagnosis: .C&-KKI TtlOJX . Clo. CcC. Unit: 



Conge st aC ta 6 . 


Ljo^j O Lc Laju /\ | [ S 


Rj Otrivin 1 % aduCt drops 

£ /, 7 £ 

JgQ-9 fi[>\ 0 OJuoJ Lo^j oIjjo T u*jl JS vjv9 c iLqJ 

R/ SinecocC syrup 

O I_>jo T 6^jlaS ^-Q-q JLo 
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I. Drugs used for Acute Gout: 

• Introduction: 

Pharmacologic modalities employed in the treatment of gout can be classified as 
antiinflammatory, prophylactic, and antihyperuricemic. These designations reflect the 
three distinctive aims of treatment: 

■ Antiinflammatory therapy for prompt and safe termination of the acute arthritic 
attack 

■ Antiinflammatory prophylaxis for prevention of recurrences of acute gouty arthritis 

■ Antihyperuricemic (urate-lowering) therapy for prevention and reversal of the 
consequences of urate crystal deposition in joints (gouty arthropathy), urinary 
tract (nephrolithiasis), renal interstitium (rarely producing renal failure due to urate 
nephropathy), and tissues and parenchymal organs (tophi) 

- Acute gout is an intensely painful inflammatory arthritis that typically involves a single 
joint, but can affect multiple joints 

- The goal of therapy in an acute gout attack is prompt and safe termination of pain and 
disability 

- Without therapy, acute gouty arthritis usually resolves within a few days to several 
weeks. 

However, symptoms improve more quickly with administration of any of a broad array of 
anti-inflammatory drugs. 

- Symptom resolution is more prompt and complete with early initiation of therapy. 

- A number of drugs have been used for the treatment of acute gout: 

■ Nonsteroidal anti-inflammatory drugs 

■ Colchicine 

■ Intraarticular or systemic glucocorticoids 

■ Interleukin 1 beta inhibition (investigational) 

Upon resolution of the acute attack, the patient is said to have entered the intercritical 
(between attacks) period, which may or may not require prophylactic therapy to prevent 
recurrent gout and chronic tophaceous disease. 
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• Nonsteroidal anti-inflammatory drugs: (for more details revise analgesics chapter) 

They are first-line therapy for most patients with for acute gouty arthritis. 

Complete or nearly complete resolution of pain and disability typically occurs within 
several days to one week. 

- Aspirin is usually avoided because of the paradoxical effects of salicylates on serum 
urate 

A number of randomized trials have compared different NSAIDs with each other, without 
any apparent differences in efficacy. 

- Significant pain relief was noted at the initial assessment four hours after the first dose 

Caution is necessary in patients with known cardiovascular disease or with multiple risk 
factors for atherosclerotic coronary disease, since an increased risk of myocardial 
infarction, stroke, and heart failure have been associated with use of both selective COX- 
2 inhibitors and, perhaps to a lesser degree, nonselective NSAIDs. 

- Unless contraindicated (eg, bv gastrointestinal, cardiovascular, or renal disease 

or allergy), we suggest administration of_a potent oral nonselective NSAID (such 

as naproxen or indomethacin) for reduction ofacute gouty inflammation, 

especially if treatment is initiated within 24 hours of the onset of symptoms. A 

typical starting dose for naproxen is 500 mg twice daily and for indomethacin 150 

mg/day given in three divided doses. 

In view of the frequent gastrointestinal intolerance associated with NSAIDs, the dose 
should be reduced by one-half as soon as objective and subjective improvement is 
noted, often within three days. 

Further dose reductions and withdrawal over several more days is safe and practical. 

- Most patients are on NSAIDs until the attack has completely resolved; this may be a total 
of seven to ten days. 

In an attack of several days duration a longer course of treatment may be necessary and 
an antiinflammatory agent with fewer gastroduodenal side effects (such as 
nabumetone or a selective COX-2 inhibitor) may be preferred. 

In patients at high risk of gastric ulcer or gastrointestinal bleeding addition of an antiulcer 
medication to a nonselective NSAID may be helpful. 
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• Colchicine: 

- Many patients report that incipient attacks can be aborted with oral colchicine taken at 
the first symptom. 

- Usage: 

■ Oral colchicine can be effective for the treatment of acute gouty arthritis, and side 
effects are less likely when a low-dose regimen is used at the onset of symptoms 
of flare. 

- Dosage (regimen): 

■ Low dose regimen: 

s The regimen recommended by the FDA for 
administration of this agent (in the absence of 
concurrent use of interacting drugs or of end- 
stage renal disease/renal dialysis) is a low-dose 
course 

s consisting of 1 .2 mg (2 tablets) at the first dose 
followed one hour later by 0.6 mg (1 tablet), to 
give a total dose of 1 .8 mg on the first day of 
colchicine treatment 



■ Traditional regimen: 

S The traditional regimen of 0.6 mg (one tablet) per 
hour or every two hours until there was either relief of 
gouty pain and inflammation, a total dose of 4 to 6 mg 
was reached, or Gl symptoms occurred. 
s Was limited by adverse gastrointestinal effects 
(diarrhea, abdominal cramping, nausea, vomiting). 

- Side effects: 

■ GIT irritation 

■ BM suppression 

■ Hepatotoxicity 

■ Colchicine may interact with other commonly prescribed 
drugs, such as atorvastatin and erythromycin, among 
others. 




UROSOlVlNt 


Preparations: 

■ Oral form: Colchicine, Colmediten 0.5mg tab 

■ Sachet form: 

s i.e. used for acute gout and urate crystalluria 
s Urosolvin, Urivin, Ur-Aid, Uricol plus ....etc 
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Recommendations for low-dose colchicine treatment in acute gout rather than higher- 
dose treatment. 

In patients on ongoing colchicine prophylaxis therapy who have an acute flare, a course 
of low-dose colchicine could be followed by return to the preceding prophylaxis dose on 
the day after low-dose flare treatment. 

- When low-dose first day oral colchicine treatment of acute flare is beneficial but the 
response is incomplete in a patient not receiving ongoing colchicine prophylaxis therapy, 
the guidelines for use of colchicine prophylaxis can be applied on subsequent days until 
resolution of the acute flare 

When low-dose colchicine therapy is ineffective or minimally effective in suppressing 
acute gout in timely fashion, alternative anti-inflammatory agents, including an 
intraarticular glucocorticoids, should be considered. 

• Glucocorticoids: (for more details revise immunosuppressive & immunomodulatory 
chapter) 

- Glucocorticoid therapy can be injected into the affected joint(s) or given systemically, 
either orally or parenterally. 

Intraarticular: 

■ Intraarticular (depot) glucocorticoids are a reasonable option in patients with only 
one or two actively inflamed joints 

■ We consider this option preferable to systemic glucocorticoids in patients who 
cannot take NSAIDs or colchicine 

■ The diagnosis of acute gouty arthritis should be secure and infection must be 
ruled out before injection is considered. 

■ We typically use triamcinolone acetonide 40 mg for knee joints and lower doses 
for smaller joints. 

■ Equivalent doses of depo-methylprednisolone may also be used. 

- Systemic: 

■ Systemic glucocorticoids may be administered orally in patients who cannot take 
NSAIDs or colchicine and who are not candidates for intraarticular glucocorticoid 
injection because of polyarticular disease. 

■ Prednisone or prednisolone in doses of 30 to 50 mg/day (or other equivalent 
glucocorticoid) for one to two days, then tapered over seven to ten days, 
effectively reduces acute symptoms to a similar extent as do NSAIDS. 

■ However, rebound attacks are relatively common once glucocorticoids are 
withdrawn, especially in patients who have previously suffered a number of prior 
attacks and whose intercritical periods have progressively shortened. 
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* Adjust dose in patients with renal insufficiency. 

II. Drugs used for interval gout: 

• Introduction: 

Upon resolution of an acute gouty attack, the patient is said to have entered an 
intercritical (between attacks) period. 

Intervals between attacks of acute gouty arthritis are of variable duration. 

- Most untreated patients with gout will experience a second episode within two years. 

- The following preventive issues should be addressed during the intercritical period: 

■ Lifestyle modification and agents for risk reduction 

■ Comorbid disease management 

■ The need for pharmacologic urate-lowering therapy 

■ Prophylactic nonsteroidal antiinflammatory drug or colchicine therapy, primarily to 
reduce the recurrence of acute attacks of gout during initiation of urate-lowering 
therapy 

In patients presenting with gouty arthritis and normal renal function but without visible or 
palpable tophaceous deposits or radiographic evidence of joint destruction or bony 
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erosions, it should be possible to manage their disease successfully with life-style 
modifications, combined when necessary with pharmacologic therapy. 

Pharmacologic urate -I owe ring measures are also effective in most patients with 
tophaceous gout. 

In a few patients with complications due to tophaceous disease, surgical intervention 
may be an adjunct to medical management. 

- We will focus on PHARMACOLOGIC URATE^LOWERING THERAPY ... 

• PHARMACOLOGIC URATE-LOWERING THERAPY: 

Preventing recurrent and progressive gouty arthritis and tophi requires, in many patients, 
the long-term use of drugs that reduce the serum urate concentration: 

■ Either by enhancing renal excretion of uric acid (uricosuric agents) 

■ Or by decreasing urate synthesis (xanthine oxidase inhibitors). 

Indications: 

■ Frequent and disabling attacks of gouty arthritis 

■ Clinical or radiographic signs of chronic gouty joint disease 

■ Tophaceous deposits in soft tissues or subchondral bone 

■ Gout with renal insufficiency 

■ Recurrent nephrolithiasis 

■ Urinary uric acid excretion exceeding 1 1 00 mg/day (6.5 mmol), when determined 
in men less than 25 years of age or in premenopausal women 

- Goals: 

■ The general goal of antihyperuricemic therapy is a serum urate concentration of 
<6 mg/DI 

- Initiation and duration of therapy: 

■ It is generally recommended that urate-lowering therapy not be initiated until the 
acute inflammatory event has resolved. 

■ Acute urate-lowering can precipitate an attack, and initiation of therapy during an 
acute attack can theoretically worsen the arthritis 

■ We generally wait until at least two weeks after an acute flare subsides to obtain 
baseline serum uric acid testing and to begin urate-lowering therapy. 

1. Uricosuric drugs: 

■ Enhance renal excretion of uric acid 

■ Indicated in patients with relative renal underexcretion of uric acid 

■ Uricosuric treatment has been used rather uncommonly in the US since the 
introduction of the xanthine oxidase inhibitor, allopurinol. 

■ Agents: 

s Probenicid: 500mg twice daily 
s Sulfinpyrazone: 200mg twice daily 

■ These drugs should be given with plenty of fluids + alkalinaization of urine to 
avoid nephrolithiasis 
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2. Xanthine oxidase inhibitors: 

■ Allopurinol and febuxostat are the only readily available xanthine oxidase 
inhibitors. 

■ xanthine oxidase inhibitors are likely to be effective in virtually all circumstances 
warranting urate -I owe ring therapy for gout. 

■ Allopurinol: 

s Mechanism: inhibition of uric acid production is due to inhibition of 
xanthine oxidase (xanthine dehydrogenase) 

s Dosage: 

❖ The most commonly used daily dose of allopurinol is 300 mg 

❖ We usually initiate allopurinol treatment at 1 00 mg daily in patients 
with weight-adjusted creatinine clearances >40 ml/min and titrate 
the dose according to the antihyperuricemic effect achieved. 

❖ Maximum daily dose is 800mg 

s Side effects: 

❖ Diarrhea, dermatitis 

❖ Increase liver enzymes 

❖ Precipitation of acute gout 

s Preparations: 

❖ Zyloric - No-Uric - Lessuric 100, 300mg tablets 

❖ Harpagin tab (lOOmg allopurinol + benzbromarone i.e. uricosuric) 



■ FebuxostaU 

s More effective than allopurinol 
S Dosage: 40 mg or 80 mg once daily. 

s Side effects: nausea, diarrhea, arthralgia, headache, increased hepatic 
serum enzyme levels and rash. 
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*Dose 

adjustment of allopurinol and of colchicine in patients with renal insufficiency has been 
recommended. In the case of allopurinol, this recommendation is now controversial. No dose 
adjustment is required with febuxostat if creatine clearance >30 mL/min. 

• Titration of dose of urate-lowering agent to serum urate goal of <6 mg/dL is recommended. 
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III. Drugs used for urinary incontinence: 

• Introduction: 

Urinary incontinence, the involuntary leakage of urine, often goes undetected by 
clinicians 

- A multicomponent stepped approach focused on the patient's most bothersome aspects 
of urinary incontinence is the key to successful therapy. 

- Treatment aimed at simply decreasing the number of incontinent episodes 

- Stepwise treatment strategies should be discussed with the patient. 

In general, treatment should advance from least invasive (lifestyle changes, behavioral 
therapies, medications) to more invasive therapies 

In older patients, correcting contributory factors such as comorbid conditions, functional 
impairment, and medications should be the initial focus 

- We will focus on PHARMACOLOGIC THERAPY 

• Antimuscarinics: 

Anticholinergic drugs with antimuscarinic effects are the most frequently prescribed 
medications for urge incontinence. 

- The choice of agent for an individual patient depends on cost, dosing frequency, drug- 
drug interactions, potential side effects, and comorbid conditions that may increase 
adverse drug effects. 

- A lack of response to one agent does not preclude response to another. 

Especially in older patients, antimuscarinics should be started at the lowest possible 
dose and titrated as needed 

- Mechanism: 

• These medications are thought to act primarily by increasing bladder capacity and 
decreasing urgency, and not decreasing involuntary detrusor contractions 

- Side effects: 

• Significant peripheral adverse effects, attributed to blockade of muscarinic 
receptors throughout the body, may limit drug tolerability and dose escalation 

■ Dry mouth, blurred vision for near objects, tachycardia, drowsiness, decreased 
cognitive function, and inhibition of gut motility (constipation). 

■ Constipation and compensatory fluid intake for dry mouth may exacerbate urinary 
incontinence. 

■ Dry mouth predisposes to caries; dentulous patients should have regular dental 
care if they are maintained on antimuscarinics. 

■ Antimuscarinic agents are contraindicated in patients with gastric retention and 
angle closure glaucoma. 

■ Drug interactions occur with drugs that are potent CYP3A4 inhibitors (azole 
antifungals, macrolide antibiotics, cyclosporine, vinblastine) 
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- Members of the group: 

■ Oxybutynin: 

s Has direct antispasmodic effects and inhibits 
the action of acetylcholine on smooth muscle. 
s The initial dosage for IR is 2.5 mg two to three 
times daily, followed by titration as needed up to 20 
mg/day in divided doses. 
s Trade names: 

uripan 5mg tab - uripan xr lOmg tab 



■ Tolterodine: 

s 1 to 2 mg twice a day IR, 2 to 4 mg per day ER 

s Trade names: 

detrusitol 2mg, retard 4mg tab - uricontrol 
2mg tab 


■ Trospium: 

s 20 mg twice daily must be taken on an empty stomach. 

s Trade names: trospikan 20mg tab 

■ Solifenacin: 

s Used for the treatment of overactive bladder with urge incontinence, 
urgency, and urinary frequency 

s More selective for the M-3 muscarinic receptor found in the bladder and 
Gl tract, but whether this translates to better tolerability or clinical efficacy 
is unclear. 

S 5 to 10 mg daily 

s Trade name: vesicare lOmg tab 

• Tricyclic antidepressants: (Imipramine) 

Has dual alpha agonist and anticholinergic activity 
It is not recommended for older patients in whom anticholinergic 
adverse effects and orthostatic hypotension may be significant 

- 75mg at bed time 

- Trade names: tofranil, imipramine, toframine 25mg tab 
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IV. Urinary antiseptics & antispasmodics: 

• Nitrofurantoin: 

Mechanism of action: 

■ The drug works by damaging bacterial DNA 

Medical uses: 

■ It is usually used in treating urinary tract infection. 

■ Nitrofurantoin is only clinically proven for use against E. coli or Staph. 

saprophyticus. 

■ Nitrofurantoin must never be used to treat pyelonephritis, prostatitis, renal 
abscess, and pyeloempyema because of extremely poor tissue penetration and 
low blood levels. 

■ Urinary catheter infections may be treated with nitrofurantoin if there are no 
systemic features; the catheter must be changed after 48 hours of antibiotics and 
treatment is ineffective if the catheter is not replaced or removed. 

- Side effects: 

■ The most common side effects with nitrofurantoin are nausea, vomiting, and 
diarrhea 

■ Less common reactions include fever, chills, and various other hypersensitivity 
reactions. 

■ It can also cause pulmonary fibrosis and Drug-induced autoimmune hepatitis. 

■ All these side effects are much more common in the elderly hence this antibiotic 
is strongly not recommended for older adults 

■ Patients should be informed that nitrofurantoin colors urine brown; this is 


completely harmless. 


- Dosage: 

■ 50-1 00 mg/dose every 6 hours; administer for 7 days or at least 3 days 

■ Nitrofurantoin should be taken with food, as this improves the absorption of the 
drug by 45%. 

Preparations: 

■ Macrofuran 50, lOOmg cap - mepafuran lOOmg cap - uvamin lOOmg cap 
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• Other antiseptic antispasmodics: 

They have different active ingredients 

- They have antiseptic antispasmodic effect 

- They prevent stone formation and help expulsion 

- They have different forms tab, cap, sachets 

We will mention the common and famous agents: 

1. Cystone: 

■ Dose of 2 tablets 2-3 times daily 

2. Rowatinex & urinex: 

■ Dose of 1 -2 capsules 3 times before 
meals 

3. Proximol compound: 




■ LwjJ 3 L e - ' ^ 1r. Ml ^ a 


4. Coli-Urinal: 

■ Llq^j Cjl^-a 3 ^ c . (_]1 f' a 

5. Spasmo-Urgenin: 

■ Dose of 1 -2 tabs tds 


6. Genurin: 

■ Dose of 1 -2 tabs tds 
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V. Magnesium Citrate: 

• Medical uses: 

Prevent oxalate calculus by the formation of the soluble Mg oxalate 

- To completely empty the bowel prior to a major surgery or colonoscopy. 
Laxative (osmotic) 

• Dose: 

For calculi: 3 <■ 

• Trade names: 

- Epimage, Xenomag sach ....etc 
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• Introduction: 

- The common symptoms of BPH are increased frequency of urination, nocturia, hesitancy, 
urgency, and weak urinary stream. These symptoms typically appear slowly and progress 
gradually over a period of years. 

In general, these symptoms only require therapy if they have a significant impact on a 
patient's quality of life. 

Even without therapy, many men will experience stabilization or improvement in symptoms 
over time. 

- One review found that over a follow-up period of 2.6 to 5 years, 1 6 percent of men had 
stable symptoms and 38 percent improved. 

- Thus, the decision to treat BPH/LUTS involves balancing the severity of the patient's 
symptoms with potential side effects of therapy. 

BPH may also require therapy if BOO (Bladder outlet obstruction) is creating a risk for 
upper tract injury such as hydronephrosis or renal insufficiency, or lower tract injury such 
as urinary retention, recurrent infection, or bladder decompensation (e.g., low pressure 
detrusor contractions; post-void residuals of >25 percent of total bladder volume). In 
general, patients who develop these symptoms will require invasive therapy. 

- The bladder outlet obstruction of BPH has two components: 

1 . A dynamic (physiologic, reversible) component related to the tension of prostatic 
smooth muscle in the prostate, prostate capsule, and bladder neck 

2. A fixed (structural) component related to the bulk of the enlarged prostate impinging 
upon the urethra 

- Two classes of drugs, alpha-adrenergic antagonists and 5-alpha-reductase inhibitors, 

act upon the dynamic and fixed components of bladder outlet obstruction, respectively. 

- Alpha-adrenergic antagonists appear to be more effective than 5-alpha-reductase inhibitors 
for short-term and long-term treatment of BPH/LUTS. 

However, only 5-alpha-reductase inhibitors have demonstrated the potential for long-term 
reduction in prostate volume and need for prostate surgery. 

The use of agents from both classes in combination may be superior to using either 
class alone. 

- Antiandrogens and gonadotropin-releasing hormone (GnRH) agonists also have been 
used. GnRH agonists may be somewhat more effective for BPH/LUTS than the above 
medications, but the resulting androgen deficiency generally makes their use unacceptable 
to patients. 

- Studies, using surveys and claims data, have shown that initial therapy with an alpha- 
adrenergic antagonist appears to be most common 
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• Alpha-1 -adrenergic antagonists: 

- Introduction: 

> Five long-acting alpha-1 -antagonists, terazosin, doxazosin, tamsulosin, alfuzosin, and 
silodosin have been approved by the Food and Drug Administration in the United 
States for treatment of the symptoms of BPH. 

> Prazosin, a short-acting alpha-1 -antagonist, is generally not used for BPH, due to need 
for frequent dosing and the potential for more cardiovascular side effects. 

Mechanism: 

> Act against the dynamic component of bladder outlet obstruction by relaxing smooth 
muscle in the bladder neck, prostate capsule, and prostatic urethra. 

> Alpha-1 receptors are abundant in the prostate and base of the bladder, and sparse in 
the body of the bladder. The density of these receptors is increased in hyperplastic 
prostatic tissue 

Efficacy: 

> The approved alpha-1 -adrenergic antagonists appear to have similar efficacy 

> In a meta-analysis comparing alpha-adrenergic antagonist monotherapy versus 
finasteride (a 5-alpha-reductase inhibitor): 

■ doxazosin and terazosin were more effective in improving urinary symptoms 
compared to finasteride. 

■ Tamsulosin and finasteride were equally effective. 

■ Alfuzosin and silodosin were not studied in this meta-analysis 

- Side effects: 

> The most important side effects are orthostatic hypotension and dizziness 

■ Terazosin and doxazosin generally need to be initiated at bedtime (to reduce 
postural lightheadedness soon after starting the medication) and the dose 
should be titrated up over several weeks. If there is a hiatus in drug 
administration, retitration is usually required. 

■ The hypotensive action can be useful in older men who have hypertension, but 
they require careful monitoring. 

■ Alpha-1 -adrenergic antagonists may increase the incidence of heart failure 
when used as monotherapy for hypertension 

■ Tamsulosin, alfuzosin, and silodosin have lower potential to cause hypotension 
and syncope than either terazosin or doxazosin, and tamsulosin may further 
have slightly less effect on blood pressure than alfuzosin. 

> Other common side effects of alpha-1 -antagonists include asthenia and nasal 
congestion. 

> Tamsulosin and silodosin, in particular, can affect ejaculation: 

■ Tamsulosin decreased mean ejaculate volume in more than 90 percent of 
patients, with 35 percent having no ejaculate 

■ Silodosin produces retrograde ejaculation in approximately 28 percent of 
patients 
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- Drug interaction: 

> The hypotensive effects of terazosin and doxazosin can be potentiated by concomitant 
use of the phosphodiesterase-5 (PDE-5) inhibitors sildenafil or vardenafil. The risks 
with tadalafil are less clear. 

> Men who are on lower doses of terazosin or doxazosin and are not experiencing 
orthostatic blood pressure changes can be treated with PDE-5 inhibitors as long as 
dosing is separated by at least four hours. 

> Tamsulosin at a dose of 0.4 mg/day does not appear to significantly potentiate the 
hypotensive effects of sildenafil. 


- Dosage: 

Alpha- 1 receptor antagonist for BPH* 


Dose titration schedule to reduce orthostatic effects^ 

Terazosin standard (appropriate for most patients) 

Days 1 to 3 

1 mg 

Days 4 to 14 

2 mg 

Weeks 2 to 6 

5 mg 

Weeks 7 and thereafter 

10 mg 

Terazosin rapid (for selected patients) 

Days 1 to 3 

1 mg 

Days 4 to 14 

2 mg 

Weeks 2 to 3 

5 mg 

Weeks 4 and thereafter 

10 mg 

Doxazosin (immediate release) 

Days 1 to 3 

1 mg 

Days 4 to 14 

2 mg 

Weeks 2 to 6 

4 mg 

Weeks 7 and thereafter 

8 mg 

Doxazosin (extended release preparation only) 

Days 1 to 21 

4 mg 

Week 4 and thereafter 

8 mg 

Uroselective Alpha-1 receptor antagonists 

Alfuzosin 

Initial and maintenance 

10 mg 

Tamsulosin 

Initial and maintenance 

0.4 mg 

If inadequate response after 2-4 weeks 

0.8 mg 

Silodosin 

Initial and maintenance 

8 mg 
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> Titrate dose as tolerated and as needed for effect. 

> Ora[ administration for alj medications is once daily at bedtime. 

> Peak effect of a given dose on BPH symptoms may not be fully evident until 4 to 6 
weeks. 

> If therapy is interrupted for three or more days, reinitiate at lowest dose and re-titrate 
according to schedule. 

> Due to lower risk of orthostatic hypotension and syncope, uroselective agents do not 
require gradual dose titration. 

> Oral administration for all medications is once daily at bedtime. 


- Preparations: 

1. Doxazosin: 

■ Dosin: 1, 2, 4mg tab 

■ Cardura: 1 , 4mg tab - cardura XL 4mg S.R. cap 

■ Other trade names: duracin, doxazin, doxacor ...etc 


Doxacor * 


v " -jr 

\ 


2. Terazosin: 

■ E-Ze-P: 1, 2, 5mg cap 

■ Prostasin: 2, 5mg tab 

■ Other trade names: itrin, teracin, terazin ...etc 






DupuHA 

2 mg — - " 


JC<*> 


3. Tamsulosin: 

■ Omnic, tamsul, tamsulin 0.4mg cap - tamic 0.4mg tab ....etc 

4. Alfuzosin: 
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• 5-alpha-reductase inhibitors: 

- There are two 5-alpha-reductase inhibitors approved in the United States, finasteride and 
dutasteride. 

Mechanism: 

> These drugs act by reducing the size of the prostate gland. 

> Treatment for 6 to 12 months is generally needed before prostate size is sufficiently reduced 
to improve symptoms. 

> The type 2 form of 5-alpha-reductase catalyzes the conversion of testosterone to 
dihydrotestosterone in the prostate, hair follicles, and other androgen-sensitive tissues. 

> Its clinical importance is suggested by the observation that men with inactivating mutations 
of the gene for the enzyme have very small prostate glands and do not develop BPH. 

> The type 1 form of the enzyme is present in liver, non-genital skin, and some areas of the 
brain 

Efficacy: 

> Finasteride: 

■ The efficacy of finasteride is greater in men with larger prostate volumes than in 
men with smaller prostate volumes. 

■ The following benefits were noted in the men treated with finasteride: 

s Serum dihydrotestosterone concentrations decreased by about 70 
percent 

S A reduction in obstructive and non-obstructive symptom scores by 23 
and 18 percent, respectively, in the men given 5 mg daily but less in the 
men given 1 mg daily 

s An increase in maximal urinary flow rate 
S A reduction in mean prostatic volume by 1 9 and 1 8 percent 

■ The efficacy of finasteride appears to persist with long-term treatment. 

■ The most important findings were that finasteride treatment decreased the 
probability of surgery and acute urinary retention 

■ Finasteride increases the apoptotic index of epithelial and stromal cells and 
decreases the volume of epithelium 

> Dutasteride: 

■ May be more potent than finasteride. 

■ However some studies suggest no difference in efficacy between dutasteride 
and finasteride 

> The 5-alpha-reductase inhibitors are more effective in men with larger prostates, and 
their effects on acute urinary retention and reduction in need for surgery require chronic 
treatment for more than a year. 

- Side effects: 

> The major side effects of these drugs are decreased libido and ejaculatory or erectile 
dysfunction. 

> 5-alpha-reductase inhibitors significantly decrease the incidence of prostate cancer. 
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- Dosage: 

> Unlike with alpha antagonists, dosing with 5-alpha-reductase inhibitors do not require 
titration 

> Finasteride can be initiated and maintained at 5 mg once daily. 

> Similarly, dutasteride can be initiated and maintained at 0.5 mg once daily. 

- Preparations: 

1. Fnasteride: proscar, prostride 5mg tab ...etc Proscar® 5m g 

2. Dutasteride: avodart 0.5mg cap 

Herbal preparations: 

- The data concerning efficacy of these therapies are conflicting. 

Until additional studies of herbals are performed, we suggest using alpha-adrenergic 
antagonists and 5-alpha-reductase inhibitors rather than any of herbal therapies. 

1. Pygeum africanum: 

■ Dose: 50mg tds 

■ Trade names: prostacure - prostacure plus (with doxazosin 
Img) 



2. Saw palmetto: 

■ Dose: 150mg twice daily 

■ Trade names: prostanorm, prosta-s cap 


.etc 




’ ’OSTA - S 


•* nnM<tUai 




3. Pumpkin seed oil: 

■ Used in prostate inflammation & as lipid lowering agent 

■ Dose: 1-2 cap tds 

■ Trade names: pepon 300mg cap - pepon plus cap 
(plus Saw palmetto) ....etc 

Other suppositories for BPH and prostate inflammation: 

Dose: one supp twice daily 

- Trade names: decongestyl, de-prostyl-2, prostalin ...etc 



DMOM pflMl 

r 

jC. 
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Diagnosis: 


Date: / / 

Unit: 



(pro scar 5 mg ta6. 




c Rj Cardura 4mg 


( revise titration) 
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• Introduction: 

- An analgesic (also known as a painkiller) is any member of the group of drugs used to 
relieve pain 

- Analgesic drugs act in various ways on the peripheral and central nervous systems 

- There are many categories: paracetamol, NSAIDs & Opioids 

They are distinct from anesthetics, which reversibly eliminate sensation. 

In choosing analgesics, the severity and response to other medication determines the 
choice of agent 

- The WHO pain ladder, originally developed in cancer-related pain, is widely applied to find 
suitable drugs in a stepwise manner. 

- The analgesic choice is also determined by the type of pain: for neuropathic pain, 
traditional analgesics are less effective, and there is often benefit from classes of drugs 
that are not normally considered analgesics, such as tricyclic antidepressants and 
anticonvulsants. 


A Therapeutic Targets 


B Target-directed Drugs 



# 1 


#4 

PERCEPTION 



#3a: Plasticity - DRG ectopic 

activity 

Local anesthetic, TCA, anfi-TNFot 
agent, NSAID 


g ? b: „ P. I , asti.c i„ty - s yn a ptic 

transmiss i on 

Ion channel blocker, NMDA 
receptor antagonist, opioid, 
tramadol, a-adrenergic receptor 
agonist. COX-2 inhibitor. anti-TNFct 
agent, ziconotide 


#3c: Plasticity - descending 

modulation 

TCA, SNRI, opioid, tramadol 


#2: Transmission - action 

potential p ro pa fla ,t i o n 

Local anesthetic, TCA 


#1 : Transduction 

Capsaicin, local anesthetic, NSAID, 
steroid, opioid. anti-TNFct agent 


#4: Perception 

TCA, SNRI, opioid, tramadol, 
ion channel blocker 
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alpha^-agonists^CAs, SSRIs, 
SNRls 


Descending 

modulation 


Modulation: TCAs 
SSRIs, SNRls 


Trans mission ‘LAs, 

alpha -agonists 


Dorsal root 
ganglion 


Transduction; LAs, capsaicin, 

anticonvulsants,, NSAIDs, 

ohen. nitrate 


Ascending input 


Spinothalamic 

tract 


nociceptors 


Dorsal 

horn 


Peripheral 

nerve 
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severe pain ^ Step 3 


Opioid for moderate to severe pain 
Plus non-opioid 

With or without adjuvant analgesic 


Mild to 
moderate 
pain 



Step 2 Opioid for mild to moderate pain 
Plus non-opioid 

With or without adjuvant analgesic 


Mild pain 


Step 1 Non-opioid 

With or without adjuvant analgesic 
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Opioid, 

(Morphine, Fentanyl, etc.) 

± non-opioid, 

± adjuvant 


Moderate to severe pai 


Opioid 

(Codeine, Tramadol, etc.) 

± non-opioid, 
±adjuvant 



Mild to moderate pain 




World Health Organization (WHO) analgesic ladder 
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• Main classes of analgesics: 

Paracetamol 

NSAIDs & COX-2 inhibitors 

- Opiates and centrally acting analgesics 

- Spacific agents 

- Combinations 

- Other analgesics 

I. Paracetamol: 

• Mechanism of action: 

- To date, the mechanism of action of paracetamol is not completely understood . 

- The main mechanism proposed is the inhibition of cyclooxygenase (COX), and recent 
findings suggest that it is highly selective for COX-2 (The COX family of enzymes are 
responsible for the metabolism of arachidonic acid to prostaglandin H 2 , an unstable 
molecule that is, in turn, converted to numerous other pro-inflammatory compounds). 
Paracetamol reduces the oxidized form of the COX enzyme, preventing it from forming pro- 
inflammatory chemicals. This leads to a reduced amount of Prostaglandin E2 in the CNS, 
thus lowering the hypothalamic set-point in the thermoregulatory centre. 

• Medical uses: 

Fever: 

> It’s a safe antipyretic used in children from day one and in adults (safe during pregnancy) 

> WHO recommends that paracetamol only be used to treat fever in children if their temperature is 
greater than 38.5 °C. The efficacy of paracetamol by itself in children with fevers has been 
questioned and a meta-analysis showed that it is less effective than ibuprofen. 

Pain: 

> It has analgesic properties comparable to those of aspirin, while its anti-inflammatory effects are 
weaker. 

> It is better tolerated than aspirin in patients in whom excessive gastric acid secretion or 
prolongation of bleeding time may be a concern. 

> Paracetamol has relatively little anti-inflammatory activity, unlike other common analgesics such 
as the NSAIDs aspirin and ibuprofen. 

• Side effects: 

Paracetamol is well tolerated with mild to non-existent side effects. 

Prolonged daily use increases the risk of upper gastrointestinal complications such as 
stomach bleeding, and may cause kidney or liver damage. 

Paracetamol is metabolized by the liver and is hepatotoxic; side effects may be more likely 
in chronic alcoholics or patients with liver damage. 

Doesn’t affect coagulation profile or make gastric irritation like aspirin 

- Compared to ibuprofen which can have adverse effects that include diarrhea, vomiting, and 
abdominal pain, paracetamol is well tolerated with fewer side effects. 

Paracetamol hepatotoxicity is, by far, the most common cause of acute liver failure in both 
the United States and the United Kingdom. N acetylcysteine is the antidote. 
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Preparations & Dosage: 

- The onset of analgesia is approximately 1 1 minutes after oral 
administration of paracetamol, and its half-life is 1-4 hours. 

- safe for use at recommended doses (1 ,000 mg per single dose 
and up to 4,000 mg per day for adults) 

- Oral: 

> panadol, abimol, adol, paramol 
(paracetamol 500mg tab) 


> With caffeine: panadol extra, abimol extra, 
adol extra, pronto plus. 



- Vial: 

> Perfalgan vial (paracetamol lOOOmg i.v.) 


- With methionine (reduce paracetamol 

hepatotoxicity so it’s suitable for patients with 
hepatic insufficiency): 

> Hepamol (paracetamol 500mg + methionine 1 0Omg). 
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II. Non-steroidal anti-inflammatory drugs (NSAIDs): 

• Mechanism of action: 

- Most NSAIDs act as nonselective inhibitors of the enzyme cyclooxygenase (COX), 
inhibiting both the cyclooxygenase-1 (COX-1) and cyclooxygenase-2 (COX-2) isoenzymes. 

- COX catalyzes the formation of prostaglandins and thromboxane 

COX-1 is a constitutively expressed enzyme with a "house-keeping" role in regulating 
many normal physiological processes. One of these is in the stomach lining, where 
prostaglandins serve a protective role, preventing the stomach mucosa from being eroded 
by its own acid. 

COX-2 is an enzyme facultatively expressed in inflammation, and it is inhibition of COX-2 
that produces the desirable effects of NSAIDs. 

When nonselective COX-1 /COX-2 inhibitors (such as aspirin, ibuprofen, and naproxen) 
lower stomach prostaglandin levels, ulcers of the stomach or duodenum internal bleeding 
can result. 

- The discovery of COX-2 led to research to development of selective COX-2 inhibiting drugs 
that do not cause gastric problems characteristic of older NSAIDs. 

Mechanism of antipyretic activity: 

> Fever is caused by elevated levels of prostaglandin E2, which alters the firing rate of 
neurons within the hypothalamus that control thermoregulation. 

> Antipyretics work by inhibiting the enzyme COX, which causes the general inhibition of 
prostanoid biosynthesis (PGE2) within the hypothalamus. 

> PGE2 signals to the hypothalamus to increase the body's thermal set point. 

> Ibuprofen has been shown more effective as an antipyretic than acetaminophen 
(paracetamol). 

• Medical uses: NSAIDs are generally indicated for the symptomatic relief of the following 
conditions: 

Rheumatoid arthritis 

- Osteoarthritis 

Inflammatory arthropathies (e.g. ankylosing spondylitis, psoriatic arthritis, Reiter's 
syndrome) 

- Acute gout 

Dysmenorrhoea (menstrual pain) 

- Metastatic bone pain 
Headache and migraine 
Postoperative pain 

- Mild-to-moderate pain due to inflammation and tissue injury 

- Muscle stiffness and pain due to Parkinson's disease 
Pyrexia (fever) 

Ileus 

Renal colic 
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- They are also given to neonate infants whose ductus arteriosus is not closed within 24 
hours of birth 

> Aspirin, the only NSAID able to irreversibly inhibit COX-1 , is also indicated for inhibition 
of platelet aggregation. 

> This is useful in the management of arterial thrombosis and prevention of adverse 
cardiovascular events. 

> Aspirin inhibits platelet aggregation by inhibiting the action of thromboxane A2. 

• Side effects: 

- The two main adverse drug reactions (ADRs) associated with NSAIDs relate to the 
gastrointestinal (Gl) and renal effects of NSAIDs. 

- Gastrointestinal ADRs: 

> NSAIDs cause a dual assault on the Gl tract: the acidic molecules directly irritate the 
gastric mucosa, and inhibition of COX-1 and COX-2 reduces the levels of protective 
prostaglandins. 

> Inhibition of prostaglandin synthesis in the Gl tract causes increased gastric acid 
secretion, diminished bicarbonate secretion, diminished mucus secretion and 
diminished trophic effects on epithelial mucosa. 

> Common gastrointestinal ADRs include: 

1. Nausea & vomiting 

2. Dyspepsia 

3. Gastric ulceration and bleeding 

4. Diarrhea 

> These side effects can occur with any preparation of the NSAIDs i.e. oral, rectal or i.v. 

& also can occur in patients with achlorhydria 

> Gl ADRs occur commonly with indomethacin, ketoprofen & piroxicam and less common 
with ibuprofen (low doses) & diclofenac 

> In practice doctors usually combine NSAIDs with PPI and H2 blockers 
Renal ADRs: 


> 

Common ADRs: 


1 . 

Salt and water retention 


2. 

Hypertension 

> 

Rare ADRs: 


1 . 

Interstitial nephritis 


2. 

Nephritic syndrome 


3. 

Acute renal failure 


4. 

Acute tubular necrosis 


- Cardiovascular ADRs: (except low dose aspirin) 

> Increases the risk of Ml an stroke (Naproxen seems least harmful) 

> Increases the risk of HF 
Erectile dysfunction 

Used cautiously with IBD due to risk of bleeding from ulcerations (paracetamol and other 
combinations with codeine are more safe) 

- NSAIDs are not recommended during pregnancy, particularly during the third trimester. 
While NSAIDs as a class are not direct teratogens, they may cause premature closure of 
the fetal ductus arteriosus and renal ADRs in the fetus. Additionally, they are linked with 
premature birth and miscarriage 
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Photosensitivity 

- Common adverse drug reactions (ADR), other than listed above, include: raised liver 
enzymes, headache, dizziness. 

Uncommon ADRs include: hyperkalaemia, confusion, bronchospasm, rash. 131 Rapid and 
severe swelling of the face and/or body. 

Ibuprofen may also rarely cause irritable bowel syndrome symptoms. 

• Drug interaction: 

Daily use of aspirin i.e. for cardiac protection shouldn’t be combined with other NSAIDs use 
as they block the cardioprotective effect of aspirin 

- SAIDs reduce renal blood flow and thereby decrease the efficacy of diuretics 

NSAIDs cause hypocoagulability, which may be serious when combined with other drugs 
that also decrease blood clotting, such as warfarin. 

- NSAIDs may aggravate hypertension (high blood pressure) and thereby antagonize the 
effect of antihypertensives such as ACE Inhibitors. 

- NSAIDs may interfere and reduce efficiency of SSRI antidepressants 

• Classifications of NSAIDs: 

- Salicylates 

> Aspirin (acetylsalicylic acid): 

■ See part one 

> Diflunisal: 

■ Trade name: Doloban 250, 500mg tab 

- Propionic acicj derivatives 

> Ibuprofen: 

■ Dosage: daily dosel 200-1 600mg in 3-4 divided doses with maximum dose 
2400mg 

■ Trade name: brufen 200, 400, 600mg tab - 500mg supp - 600mg sach 



BRUFEN 600 

[H Huifxofeti 
^ 20 Filmtatiletien 


I I ahiom 



> Naproxen: 

■ Suppositories may cause rectal irritation and 
occasionally bleeding 

■ Dosage: 500mg to 1g as a single dose or in 2 
divided doses 

■ Trade name: naprofen 500mg tab - naprogesic 
250mg tab & 500mg tab, supp - maxipan 250mg 
tab, supp 
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> Fenoprofen: 

■ Trade name: fenoprofen 200, 300, 600mg cap 


> Ketoprofen: 

■ Suppositories may cause rectal irritation and IM injection 
may cause pain at the site of injection 

■ Dosage: 25-50mg 3 times daily as pain killer and 200mg 
once daily after meal as anti-rheumatic anti- 
inflammatory analgesic 

■ Preparations: 

1. Biprofenid 75mg tab 

2. Alcofan 25, 50mg cap - lOOmg supp 

3. Bi-alcofan 150mg tab 

4. Kefen Tech Plaster: 30mg / sheet 

5. Ketofan 25mg tab - 50, 1 00, 200mg cap - 1 50mg 
supp - lOOmg amp 

6. Ketolgin 25, 50mg tab - lOOmg amp and supp - 
200mg cap 

7. Ketoprek 75mg cap 

8. Profenid 50mg cap - lOOmg supp and amp 







> Loxoprofen : 

■ Preparations: roxonin 60mg or roxogesic 60mg tab 

■ Loxoprofen should not be administered at the same time as second -generation 
guinolone antibiotics such as ciprofloxacin and norfloxacin , as it increases their 
inhibition of GABA and this may cause seizures . 

- Acetic acicj derivatives 

> Indomethacin : 

■ Preparations: 

1. Indocid: 25mg cap - 50mg vials - lOOmg supp 

2. Indomethacin: 25, 50mg cap - lOOmg supp 
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3. Liometacen: 50mg vials 







liometacen 




■ Dosage: 

1 . Oral: 25-50mg 2-4 times daily durng or after 
meals 

2. Rectal: 1 0Omg supp at bed time 

■ Increase plasma concentrations of aminoglycosides 



' rmatol 400 


W 


> Tolmetin : 

■ Preparations: 

1 . Rumatol 200, 400mg cap 

2. Tolmet DS 400mg cap 


> Sulindac : 

■ Dosage: 150mg twice daily with meal & the maximum 
recommended dose is 400mg daily for acute gouty 
arthritis 200mg twice daily with food for 7 days 

■ Preparations: 

1 . Rudac 1 50, 200mg tab 

2. Hi dac 200mg tab 

■ Its metabolites are components of renal stones so used 
cautiously with patent with previous history of renal 
stones and should be kept well hydrated 

> Etodolac : 

■ Dosage: 200-300mg daily after food 

■ Preparations: etodine 200, 300mg cap - etodolac 300 

■ May produce agranulocytosis 




tab - napilac 200 cap 
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> Ketorolac: 

■ Has more potent analgesic action than other NSAIDs 

■ High incidence of side effects made some countries 
withdraw ketorlac 

■ Common side effects are GIT bleeding and PU also 
hypersensitivity 

■ Not recommended for children 

■ Dosage: 

s Maximum duration of treatment should not 
exceed five days for tablets, or two days for 
continuous daily dosing with intravenous or 
intramuscular formulations. 

■s Initially 30-60mg by IM then 10-30mg every 4-6 

hours. 

s Maximum 1 50mg for 1 st day and 1 20mg/day 
thereafter 

■ Preparations: 

1 . Adolor 1 5, 30mg amp. 

2. FamlOmgtab 

3. Ketolac lOmg tab and 30mg amp. 



> Diclofenac: 

1 . Diclofenac sodium: 

■ Preparations: 


1. Voltaren (most famous): 

S Tablets: voltaren 25, 50, 

75mg - voltaren SR 1 0Omg 
tab 

s Suppositories: voltaren 

12.5, 25mg (ped.) lOOmg (adult) 
V Ampoules: voltaren 75mg amp. 
s Gel: voltaren emulgel 

2. Other trade names: 

Olfen, Rheumafen, Rheumarene, 
Epifenac, Declophen ... etc 



I f) NOVAKTIl 

Voltaren \ 
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Voltaren 
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2. Diclofenac potassium: 

■ Has analgesic power more than the sodium form 

■ Dosage: 2-3 times after meal daily 

■ Preparations: 

1 . Cataflam (most famous): 

s Tablets: cataflam 25, 50mg tab 
s Suppositories: cataflam 75mg supp 
s Ampoules: cataflam 75mg amp 

s Sachets: catafast 50mg sach 

2. Other trade names: 

Adwiflam, antiflam, flector, actifast ... etc 

Diclofenac + vitamin B complex: 

■ Used in treatment of different types of pain 
accompanied by neuritis 

■ Preparations: arthineur, declonerve, 
neurofenac, pain releifer 




3. Diclofenac cholestyramine: 

■ Chlestyramine keeps steady and continuous plasma 
level of diclofenac 

■ Preparations: Flotac 75mg cap - Voltaren 
Resinate 75mg cap 

■ Dosage: one cap / 1 2 hours 

> Aceclofenac: 



■ Related to diclofenac 

■ Aceclofenac has higher anti-inflammatory action 
than conventional NSAIDs 

■ It should not be given to people with porphyria or 
breast-feeding mothers, and is not recommended 
for children 

■ Dosage: The dose is 100 mg twice daily 

■ Preparations: amoflam lOOmg tab - fenac lOOmg 
tab - bristaflam lOOmg tab & sach. 


BSISTAFtAM 
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> Nabumetone: 

■ Preparations: nabutone, nabuxan, rheumon 500mg film coated tab 

■ Dosage: one gram as asingle dose at the evening and a dose of 500mg at the 
morning may be added 


> Bumadizone: 

■ Has analgesic anti-inflammatory effect on skeletal-muscular system 

■ Its use was limited by the risk of agranulocytosis 
and other hematological adverse effects 

■ Dosage: one tab 3-4 times daily 

■ Trade name: Octomotol llOmg tab 



Enolic acid (Oxicam) derivatives 

> Piroxicam: 

■ Local irritation and bleeding may occur with 
suppositories 

■ Pain and tissue damage may occur at the site on IM injection 

■ Dosage: starting dose is 40mg for the 1 st two days (single or divided doses) 
then maintenance is 20mg daily 

■ Preparations: 

1 . Feldene: 10, 20mg cap - 20mg amp - 20mg supp - feldene flash 20mg 
SL tab - gel 

2. Brexin: 20mg tab, sach, supp 

3. Dispercam: 20mg tab, amp, supp - gel 

4. Other trade names: feldoral, inflacam, piroxiden ....etc 
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> Meloxicam: 

■ Meloxicam has been shown, especially, at its low therapeutic dose , 

selectively, to Inhibit COX -2 over COX-1. 

■ Rectal preparations should be avoided in patent with a history of proctitis, 
haemorrhoids or rectal bleeding 

■ Dosage: 7.5-1 5 mg as a single dose after meal daily 

■ Preparations: 

1. Mobic: 7.5, 15mg tab - 15mg amp - 7.5mg supp 

2. Mobitil: 7.5, 15mg tab - 15mg amp - 15mg supp 

3. Other trade names: anti-cox II, melocam, meloxicam 



> Tenoxicam : 

■ Dosage: course is initiated by one vial of 20mg im or iv daily 
for 1 -2 days followed by oral therapy i.e. 20mg daily 

■ Preparations: 

1 . Epicotil: 20mg tab, supp, vials 

2. Other trade names: soral, tenocam, tenoxicam, 
anoxicam 



> Lornoxicam: 

■ Dosage: 1 2-1 6mg before meals daily on 2-3 doses 

■ Preparations: 

1 . Lornoxicam: 4, 8mg tab 

2. Xefo: 4, 8mg tab - 8mg vials 

3. Other trade names: rheuxicam, zeficam, toprano etc 

0m« 

101 — 
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- Fenamjc acid, derivatives (Fenamates ) 

> Mefenamic acid: 

■ Should be stopped if diarrhea or rash occur or appearance of hematological 
changes e.g. thrombocytopenia or hemolytic anemia 

■ Dosage: initially 500mg followed by 250mg every 6 hours with food 

■ Preparation: mefenam 500mg cap -mefentan 250 cap and supp - ponstan 

250mg cap - ponstan forte 500mg tab etc 



- Selective COX-2 inhibitors (Coxibs) 


> 


Celecoxib: 

■ Non-steroidal anti-inflammatory drug (NSAID) and selective 
COX-2 inhibitor 

■ Same uses as other NSAIDs & additionally used to reduce 
numbers of colon and rectum polyps in patients with familial 
adenomatous polyposis. 

■ Its primary indication is in patients who need regular and long 
term pain relief; there is probably no advantage to using 
celecoxib for short term or acute pain relief over conventional 
NSAIDs, except in the situation where non-selective NSAIDs or 
aspirin cause cutaneous reactions (urticaria or "hives"). In 
addition, the pain relief offered by celecoxib is similar to that 
offered by paracetamol 

■ Used cautiously in patient with previous history of IHD, CVD or 
PVD 




■ Dosage: The usual adult dose of celecoxib is 1 00 to 200 mg 
once or twice a day after meal. The lowest effective dose 
should be used. 

■ Preparations: 

1 . Celebrex 100, 200mg cap 

2. Other trade names: celoxib, arythrex, eurocox . . . etc 


■ Drug interaction: 

1 . Celecoxib is predominantly metabolized by cytochrome P450 2C9. Caution 
must be exercised with concomitant use of 2C9 inhibitors, such as 
fluconazole, which can greatly elevate celecoxib serum levels. 

2. In addition, celecoxib may increase the risk of renal failure with angiotensin 
converting enzyme-inhibitors, such as lisinopril, and diuretics, such as 
hydrochlorothiazide 
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- Sulphonanilides 

> Nimesulide: 

(Systemic preparations are banned by several countries for the potential risk of 
hepatotoxicity) 

III. Opiates and centrally acting analgesics: 

• Morphine, the archetypal opioid, and various other substances (e.g. codeine, oxycodone, 
hydrocodone, dihydromorphine, pethidine) all exert a similar influence on the cerebral opioid 
receptor system. 

• Buprenorphine is thought to be a partial agonist of the opioid receptor, and tramadol is an 
opiate agonist with SNRI properties 

• When used appropriately, opioids and similar narcotic analgesics are otherwise safe and 
effective 

• However risks such as addiction and the body becoming used to the drug (tolerance) can 
occur. 

• The effect of tolerance means that frequent use of the drug may result in its diminished effect 
so, when safe to do so, the dosage may need to be increased to maintain effectiveness. This 
may be of particular concern regarding patients suffering with chronic pain. 

IV. Specific agents: 

• In patients with chronic or neuropathic pain, various other substances may have analgesic 
properties. 

• Tricyclic antidepressants, especially amitriptyline, have been shown to improve pain in what 
appears to be a central manner. 

• Nefopam is used in Europe for pain relief with concurrent opioids 

• The exact mechanism of carbamazepine, gabapentin and pregabalin is similarly unclear, but 
these anticonvulsants are used to treat neuropathic pain with differing degrees of success. 

• Anticonvulsants are most commonly used for neuropathic pain as their mechanism of action 
tends to inhibit pain sensation. 

• Anticonvulsants will be discussed in CNS chapter 
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V. Combinations: 

• Combination of two group of analgesics 

• While the use of paracetamol, aspirin, ibuprofen, naproxen and other NSAIDS concurrently 
with weak to mid-range opiates (up to about the hydrocodone level) has been said to show 
beneficial synergistic effects by combating pain at multiple sites of action, several combination 
analgesic products have been shown to have few efficacy benefits when compared to similar 
doses of their individual components. 

• Famous examples are e.g. 

1 . Paracetamol + Ibuprofen: megafen & cetafen tab 

2. Paracetamol + aspirin + caffeine : Excedrin tab 



VI. Other analgesics: 

• Diacerein: 

It works by inhibiting interleukin-1 . 

Diacerein is a drug used in the treatment of osteoarthritis. 

- The most common side effects of diacerein treatment are lastrointestinal . such as 
diarrhea . 

- The dosage of Diacerein is 50 mg twice daily, after meals, for 2 or more years 
The dose is halved in patient with creatinine clearance less than 30ml/minute 
Preparations are Diacerein and osteocerein 50mg capsules 
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Pain management and how to choose analgesic 

• Introduction: 

Before considering pain management, a review of pain definitions and mechanisms may be 
useful. 

Pain is the means by which the peripheral nervous system (PNS) warns the central 
nervous system (CNS) of injury or potential injury to the body. 

- A pain message is transmitted to the CNS by special PNS nerve cells called nociceptors. 
Nociceptors are distributed throughout the body and respond to different stimuli depending 
on their location. For example, nociceptors that extend from the skin are stimulated by 
sensations such as pressure, temperature, and chemical changes. 



Primary touch fibers 1 

The transmission of incoming nociceptive impulses is modulated by dorsal horn circuitry that 
receives input from peripheral touch receptors and from descending pathways that involve the 
limbic cortical systems (orbital frontal cortex, amygdala, and hypothalamus), periaqueductal 
endogenous analgesic center in the midbrain, pontine noradrenergic neurons, and the 
nucleus raphe magnus (NRM) in the medulla. Dashed lines indicate inhibition or modulation. 

* Location of opioid receptors. 
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- Once the brain has received and processed the pain message and coordinated an 
appropriate response, pain has served its purpose. 

- The body uses natural pain killers, called endorphins that are meant to derail further pain 
messages from the same source. 

However, these natural pain killers may not adequately dampen a continuing pain 
message. 

- Also, depending on how the brain has processed the pain information, certain hormones, 
such as prostaglandins, may be released. 

- These hormones enhance the pain message and play a role in immune system responses 
to injury, such as inflammation. 

- Certain neurotransmitters, especially substance P and calcitonin gene-related peptide, 
actively enhance the pain message at the injury site and within the spinal cord. 

- Pain is generally divided into two categories: acute and chronic. 

- Nociceptive pain, or the pain that is transmitted by nociceptors, is typically called acute 
gain. This kind of pain is associated with injury, headaches, disease, and many other 
conditions. It usually resolves once the condition that caused it is resolved. 

- Following some disorders, pain does not resolve. Even after healing or a cure has been 
achieved, the brain continues to perceive pain. In this situation, the pain may be 
considered chronic. 

- The time limit used to define chronic pain typically ranges from three to six months, 
although some healthcare professionals prefer a more flexible definition, and consider 
chronic pain as pain that endures beyond a normal healing time. 

- The pain associated with cancer, persistent and degenerative conditions, and neuropathy, 
or nerve damage, is included in the chronic category. Also, unremitting pain that lacks an 
identifiable physical cause, such as the majority of cases of low back pain, may be 
considered chronic. 

- chronic pain is among the most common reasons for seeking medical attention and is 
reported bv 20 to 50 gercent of patients seen in primary care. 

• Managing Pain: 

- Considering the different causes and types of pain, as well as its nature and intensity, 
management can require an interdisciplinary approach. 

- The elements of this approach include treating the underlying cause of pain, 
pharmacological and non-pharmacological therapies, and some invasive (surgical) 
procedures. 

V 4xJLmJ) LjY LaJl / jJ 4 jIj ljI & ±JI 4jL IJjj 4-ijJYI f. Jju Lib < xjAL& hula 


1. Acute pain: 

■ Because pain of these types is expected to be short term, the long-term side 
effects of analgesic therapy may routinely be ignored. 

■ Thus, these patients may safely be treated with narcotic analgesics without 
concern about possible addiction, or NSAIDs with only limited concern for the 
risk of ulcers. 
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■ Drugs and doses should be adjusted based on observation of healing rate, 
switching patients from high to low doses, and from narcotic analgesics to non- 
narcotics when circumstances permit. 

■ 1^. jLSi.1 jjSLu j A_Uwiil .IxJ 

■ » *\A Ajl yr- V 1 ^2 jA (Jjl ~ A'i. 'A ^111 j. .A I ( A^a 

inflammation J ^ u^j 

■ NSAIDs used in conditions associated with inflammatory process like those of 
joints 
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2. Chronic pain: 

■ Treatment options for chronic pain generally fall into six major categories: 
pharmacologic, physical medicine, behavioral medicine, neuromodulation, 
interventional, and surgical approaches. 

■ Medication should not be the sole focus of treatment, but should be used when 
needed, in conjunction with other treatment modalities, to meet treatment goals 

■ Patients with chronic pain require ongoing evaluation, education and 
reassurance, as well as help in setting reasonable expectations for response. 

■ Currently available treatment modalities on average result in only about a 30 
percent decrease in pain. But even a partial response of 30 percent can be 
clinically significant and improve the patient’s quality of life 

■ Co morbidities should be evaluated and treated. In particular, major depression 
and chronic pain frequently coexist, and both conditions must be addressed to 
maximize the treatment response for either disorder 

■ The choice of an appropriate initial therapeutic strategy is dependent upon an 
accurate evaluation of the cause of the pain and the type of chronic pain 
syndrome. 

■ In particular, neuropathic pain should be distinguished from nociceptive pain. 

■ Neuropathic pain, resulting from damage to or pathology within the nervous 
system, can be central or peripheral. Causes of neuropathic pain are multiple, 
and include diabetes mellitus, postherpetic neuralgia, and stroke. 

■ Nociceptive pain, in contrast, is caused by stimuli that threaten or provoke 
actual tissue damage. Nociceptive pain is often due to musculoskeletal 
conditions, inflammation, or mechanical/compressive problems. 

■ LilS La aJjA jit (jha Lf lAlj gAlaJI la jhA (j* JaAS lajjyi LJaal JAjlA Lula 
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> Neuropathic pain: 

S Initial management of the patient with neuropathic pain involves establishing a diagnosis, 
whenever possible, and pursuing treatment targeted to the specific diagnosis. 

S Thus, if nerve function is impaired by compression or drugs, alleviating the compression or 
removing the offending agent, if accomplished early enough, may be all that is needed. 

S When pharmacologic management of chronic neuropathic pain is required, the choice of 
an initial agent will be guided by individual patient factors including the pathophysiology of 
the pain syndrome, other symptoms and comorbidities, other medications being taken, 
organ reserves, pharmacokinetics/pharmacodynamics, and the likelihood of adverse 
effects. 

S This is an algorithm for management of neuropathic pain 



SNRI: serotonin-norepinephrine reuptake inhibitor; TCA: tricyclic 
antidepressant; NMD A: N-methyl-D-aspartate. 
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> Nociceptive pain: 

S In contrast to neuropathic pain, the pharmacologic approach to nociceptive pain primarily 
involves non-narcotic and opioid analgesia. 

v' Medication is used in conjunction with nonpharmacologic therapies and approaches to 
relieve the source of the pain. 

v' When pharmacotherapy for nociceptive pain is required, acetaminophen is typically 

recommended as a first-line therapy for pain related to osteoarthritis and chronic low back 
pain. 

v' However, acetaminophen is less effective than nonsteroidal anti-inflammatory drugs 
(NSAIDs) and has the potential for hepatic toxicity at doses of >4 g per day. 

v' An alternative first line agent is an oral NSAID, which is effective for mild-to-moderate 
chronic low back pain or osteoarthritis. 

v' Opioid medications should be used on a chronic basis only in patients who are assessed to 
be at low risk for substance abuse, and who have persistent pain despite trials of nonopioid 
analgesics and antidepressants. 

v' It should be recognized that the evidence for the effectiveness of long-term opioid therapy in 
terms of pain relief and improved functional outcomes is limited, and that the risk of opioid 
overdose increases with increasing dosing 

S This is an algorithm for management of nociceptve pain 


N-n-ci dnepp-ti pa m 


Jr i 
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Risk factors: 

• Chronic kidney disease, advanced age - avoid NSAIDs and COX-2 inhibitors 

• Peptic ulcer disease, glucocorticoid use - avoid NSAIDs 

• Hepatic disease - avoid NSAIDs, COX-2 inhibitors, and acetaminophen (APAP); use TCAs or 
duloxetine first line 

• Cardiovascular disease or risk - use lowest effective dose of NSAIDs; in patients who require 
treatment, suggest naproxen 

r n 

NSAID: nonsteroidal anti-inflammatory drug; COX-2: cyclooxygenase 2 inhibitor; APAP: 
acetaminophen/paracetamol; TCA: tricyclic antidepressant; PPI: proton pump inhibitor. 

v 
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• Introduction: 

- A muscle relaxant is a drug which affects skeletal muscle function and decreases the 
muscle tone. 

It may be used to alleviate symptoms such as muscle spasms, pain, and hyperreflexia. 

The term "muscle relaxant" is used to refer to two major therapeutic groups: neuromuscular 
blockers and spasmolytics. 

Neuromuscular blockers act by interfering with transmission at the neuromuscular end 
plate and have no central nervous system (CNS) activity. They are often used during 
surgical procedures and in intensive care and emergency medicine to cause paralysis. 

- Spasmolytics, also known as "centrally acting" muscle relaxants, are used to alleviate 
musculoskeletal pain and spasms and to reduce spasticity in a variety of neurological 
conditions. 

- While both neuromuscular blockers and spasmolytics are often grouped together as 
muscle relaxants, the term is commonly used to refer to spasmolytics only. 

s-iLiaJ! ^ f. 'i spasmolytics Jl ji* 


• Spasmolytics: 

- The generation of the neuronal signals in motor neurons that cause muscle contractions 
are dependent on the balance of synaptic excitation and inhibition the motor neuron 

receives. 

- Spasmolytic agents generally work by either enhancing the level of inhibition, or reducing 
the level of excitation. 

Inhibition is enhanced by enhancing the actions of endogenous inhibitory substances e.g. 
GABA 


88 | P a g e 


[Part 3] 


FDB GUIDE 



An image of the spinal cord and muscles showing the action of muscle relaxants or 
spasmolytics. Black lines ending in arrow heads represent chemicals or actions that enhance 
the target of the lines. Blue lines ending in squares represent chemicals or actions that inhibit 

the target of the line. 


• Mechanism ofaction: 


Drug 

Mechanism 

Baclofen 

■ Inhibits monosynaptic and polysynaptic reflexes at the spinal level by 
hyperpolarization of afferent terminals 

■ Additionally acts at supraspinal sites 

■ Has general CNS depressant properties 

Carisoprodol 

■ It produces muscle relaxation by blocking interneuronal activity in the 
descending reticular formation and spinal cord. 

Chlorzoxazone 

■ Acts primarily at the spinal cord level and subcortical areas of the 
brain, inhibiting multisynaptic reflex arcs involved in producing and 
maintaining skeletal muscle spasm of varied etiology 

Cyclobenzaprine 

■ Relieves skeletal muscle spasm of local origin without interfering with 
muscle function 

■ Ineffective in muscle spasm due to CNS disease 

Dantrolene 

■ dantrolene produced relaxation by affecting contractile response of 
the skeletal muscle at a site beyond the myoneural junction and 
directly on the muscle itself. 

■ In skeletal muscle, dantrolene dissociates the excitation-contraction 
coupling, probably by interfering with the release of calcium from the 
sarcoplasmic reticulum 
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Methocarbamol 

■ May be caused by general CNS depression 

■ The drug has no direct action on the contractile mechanism of striated 
muscle, the motor endplate, or the nerve fiber. 

Orphinadrine 

■ Acts centrally at the brain stem 

■ Does not directly relax tense skeletal muscles 

■ Possesses anticholinergic actions 

Tizanidine 

■ Agonist at alpha2-adrenergic receptor sites 

■ Reduces spasticity by increasing presynaptic inhibition of motor 
neurons 


• Indications: 


Drug 

Indications 

Baclofen 

■ For the alleviation of signs and symptoms of spasticity resulting 
from multiple sclerosis, particularly for the relief of flexor 
spasms, concomitant pain, clonus, and muscular rigidity 

Carisoprodol 

■ As an adjunct to rest 

■ physical therapy 

■ other measures for the relief of discomfort associated with acute, 
painful musculoskeletal conditions 

Chlorzoxazone 

Cyclobenzaprine 

Dantrolene 

■ For the control of clinical spasticity resulting from upper motor neuron 
disorders such as spinal cord injury, stroke, cerebral palsy, or multiple 
sclerosis 

Methocarbamol 

■ As an adjunct to rest 

■ physical therapy 

■ other measures for the relief of discomfort associated with acute, 
painful musculoskeletal conditions 

Orphinadrine 

Tizanidine 

■ For the acute and intermittent management of increased muscle tone 
associated with spasticity 
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• Side effects: 


All skeletal muscle relaxants have a similar adverse effect profile with somnolence, dizziness, dry 
mouth, and asthenia being some of the most commonly reported effects. Each individual agent may 
also have additional adverse events based on its structure and mechanism of action. 


Drug 

Asthenia 

(%) 

Dizziness 

M 

Dry Mouth 

(%] 

Somnolence 

(%) 

baclofen (Lioresal) 65 

5-15 

5-15 

reported 

10-63 

carisoprodol (Soma) 66 

nr 

7-8 

nr 

13-17 

carisoprodol / aspirin 

67 

(Soma Compound] 

nr 

reported 

nr 

reported 

chlorzoxazone 

(Parafon Forte DSC, Lorzone} 66 , 69 

nr 

reported 

nr 

reported 

Cyclobenzaprine 
(Flexeril, Fexmid) 70,71 

reported 

19 

21-32 

39 

72 

cyclobenzaprine ER (Amrix] 

reported 

3-6 

6-14 

1-2 

dantrolene (Dantrium) 73 

reported 

reported 

nr 

reported 

metaxalone (Skelaxin}' 6 

nr 

reported 

nr 

reported 

methocarbamol (Robaxin) 73 

reported 

reported 

nr 

reported 

methocarbamol / aspirin 76 

reported 

reported 

nr 

reported 

orphenadrine citrate 77 

nr 

reported 

nr 

reported 

orphenadrine /aspirin/ 
caffeine 76 

nr 

reported 

nr 

reported 

tizanidine (Zanaflex}' 9 

78 

16-45 

88 

92 


Adverse effects data are obtained from product package information and therefore, should not be considered comparative 
or all inclusive, nr = not reported 


Tizanidine (Zanaflex) had a five percent incidence in clinical trials of causing increased liver enzymes 

30 

three times the upper limit of normal. There have also been three deaths from hepatocellular injury 
in postmarketing reports. 
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• Contraindications: 


Drug 

Contraindications and warnings 

Baclofen 

■ Should be reduced slowly when discontinuing, as hallucinations and 
seizures have occurred on abrupt withdrawal of the drug. 

■ In patients with epilepsy, the clinical state and electroencephalogram 
should be monitored at regular intervals, since deterioration in seizure 
control and EEG have been reported occasionally in patients taking 
baclofen. 

Carisoprodol 

■ dependence, withdrawal, and abuse have been reported with 
prolonged usage 

Chlorzoxazone 

■ rarely hepatotoxic 

Cyclobenzaprine 

■ patients with hyperthyroidism, congestive heart failure, during the acute 
recovery phase of myocardial infarction, and in patients with 
arrhythmias and heart block conduction disturbances. 

■ Use of cyclobenzaprine in patients with moderate to severe hepatic 
function impairment is not recommended. 

Dantrolene 

■ It’s hepatotoxic so contraindicated with liver disease. 

■ Dantrolene is not for use where spasticity is utilized to sustain upright 
balance/posture in ambulation or when spasticity is utilized to obtain or 
maintain increased function. 

Orphinadrine 

■ contraindicated in patients with glaucoma, pyloric or duodenal 
obstruction, stenosing peptic ulcers, prostatic hypertrophy or 
obstruction of the bladder neck, and myasthenia gravis 

Tizanidine 

■ concomitant use with ciprofloxacin (Cipro®) or fluvoxamine is 
contraindicated 

■ Tizanidine occasionally causes liver injury 

■ Tizanidine use has been associated with hallucinations. 

■ Upon discontinuation, especially in patients who have been receiving 
high doses for long periods, decrease the dose slowly to minimize the 
risk of withdrawal and rebound hypertension, tachycardia, and 
hypertonia. 
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• Dosage : 


Drug 

Dose 

Maximum daily dose 

Baclofen 

5 mg three times daily; may be increased by 

5 mg/dose every three days as needed to a 
max of 80 mg/day 

80 mg 

Carisoprodol 

250 mg to 350 mg three or four times daily 

1 ,400 mg 

Chlorzoxazone 

250 mg to 750 mg three or four times daily 

750 mg 3-4 times daily 

Cyclobenzaprine 

5 mg three times daily, may increase to 1 0 mg 
three times daily 

30 mg 

Dantrolene 

Initial dose 25 mg every day; increase at 4 to 7 
day intervals to 25 mg twice daily to 4 times 
daily, up to max 100 mg twice daily to 4 times 
daily if necessary. Maintain each dosage level 
for four to seven days to determine response. 

400 mg 

Methocarbamol 

methocarbamol 500 mg tablets: 

Initial dosage: 3 tablets four times a day. 
Maintenance dosage: 2 tablets four times a day. 
methocarbamol 750 mg tablets: 

Initial dosage: 2 tablets four times a day. 
Maintenance dosage: 1 tablet every 4 hours or 2 
tablets three times a day. 

8g 

Orphinadrine 

1 -2 tablets 3 tames daily after food 


Tizanidine 

4 mg daily, increase dose by 2-4 mg gradually, 
repeat dose every six to eight hours. Target 
dose is 8 mg three times daily. 

36 mg 
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• Trade names: 


Drug 

Baclofen 


Carisoprodol 


Chlorzoxazone 


Cyclobenzaprine 


Trade Name 

■ Baclofen 10, 25mg tab. 

■ Lioresal 10, 25mg tab. 



■ Myorelax (carisoprodol 200mg + paracetamol 250mg) cap. 

■ Somadril Comp (carisoprodol 200mg + paracetamol 160mg + caffeine 
32mg) 



■ Chlorzoxazone + ketofan: flexofan cap 

■ Chlorzoxazone + ibuprofen: myofen, mark-fast ...etc cap 

■ Chlorzoxazone + paracetamol: myolgin, myolax, myoflex ...etc 
cap 



■ Multi-Relax 5, lOmg tab. 
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Dantrolene 


Dantrelax 25mg cap 

Dantrelax compound cap (plus paracetamol). 



Methocarbamol 


Dimra & methoquick tab (plus diclophenac K) 
Methorelax & flexPro extra tab (plus paracetamol) 
Ibuflex & muslgix (plus ibuprofen) 


Orphinadrine 



Norflex lOOmg tab and amp 

Norgesic, orphamol tab (plus paracetamol) 

Relatic tab (plus aspirin) 



Tizanidine 


Sirdalud 2, 4mg tab 
Caredalud S.R. 6mg tab 
S.M.R. 2mg tab 
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1. Glucosamine: 

Involved in the synthesis of 
glucosaminoglycan which forms cartilage 
tissue in the body 

- Also present in tendons and ligaments 

- Must be synthesized incide the body but the 
ability of synthesis decreases with age 

- Trade names: dorofen, glucosamine, 

Joflex caps 

2. Chondroitin: 

- Assist in joint lubrication 

3. MSM(Methyl Sulphonyl Methane): 

Natural source of sulphur, needed by joints 
and muscles 

- Trade names are: MSM lOOOmg tab, Joifit 
500mg tab 

- combinations: 

Glucosamine+chondroitin: 

■ elsticin, chondrogen, glucosamine- 
comp, move free 



glucosamine+chondroitin+MSM: 

■ Genuphil 
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• Trypsin and chymotrypsin: 

Mechanism: 

■ Proteolytic enzymes » remove coagulated blood and necrotic tissue 

■ Chemotrypsin: reduce soft tissues inflammation & edema from abscess, ulcers, 
trauma..etc 


- Uses: 

■ Decrease and treatment of edema and inflammation after trauma, 
postoperative... etc 

■ Local inflammation like venous inflammation, bed sores ...etc 

■ Eye trauma 


- Dosage: 

■ 1 -2 tablets before meals three times daily 


- Trade names: 

■ Alphintern and Ambezim tablets 

■ a chemotrypsin vials 
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• Introduction: 

In type I hypersensitivity allergic reactions, an allergen (a type of antigen) interacts with and 
cross-links surface IgE antibodies on mast cells and basophils. 

- Once the mast cell-antibody-antigen complex is formed, a complex series of events that 
eventually leads to cell degranulation and the release of histamine (and other chemical 
mediators) from the mast cell or basophile occurs. 

- Once released, histamine can react with local or widespread tissues through histamine 
receptors. 

Histamine, acting on H r receptors, produces pruritus, vasodilation, hypotension, flushing, 
headache, tachycardia, bronchoconstriction, increase in vascular permeability, potentiation 
of pain, and more. 

- While H r antihistamines help against these effects, they work only if taken before contact 
with the allergen. 

- Antihistamines suppress the histamine-induced wheal response (swelling) and flare 
response (vasodilatation) by blocking the binding of histamine to its receptors on nerves, 
vascular smooth muscle, glandular cells, endothelium, and mast cells. They exert a 
competitive antagonism to histamines. 

- it has been discovered that these Hrantihistamines are actually inverse agonists at the 
histamine Hrreceptor, rather than antagonists 

In severe allergies, such as anaphylaxis or angioedema, these effects may be so severe as 
to be life-threatening. 

- Additional administration of epinephrine is required by people with such hypersensitivities. 

• Mechanism of action: 

- Antihistamines suppress the histamine-induced wheal response (swelling) and flare 
response (vasodilatation) by blocking the binding of histamine to its receptors on nerves, 
vascular smooth muscle, glandular cells, endothelium, and mast cells. They exert a 
competitive antagonism to histamines. 

It has been discovered that these Hrantihistamines are actually inverse agonists at the 
histamine Hrreceptor, rather than antagonists 

• Indications: 

Hrantihistamines are clinically used in the treatment of histamine-mediated allergic conditions. 

- To be specific, these indications may include: 

1. Allergic rhinitis 

2. Allergic conjunctivitis 

3. Allergic dermatological conditions (contact dermatitis) 

4. Urticaria 

5. Angioedema 

6. Diarrhea 

7. Pruritus (atopic dermatitis, insect bites) 

8. Anaphylactic or anaphylactoid reactions — adjunct only 

9. Nausea and vomiting (first-generation Hrantihistamines) 

10. Sedation (first-generation Hrantihistamines) 
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❖ a 1 955 study of "antihistaminic drugs for colds," carried out by the U.S. Army 
Medical Corps, reported that "there was no significant difference in the proportion of 
cures reported by patients receiving oral antihistaminic drugs and those receiving 
oral placebos. 

❖ The authors of the American College of Chest Physicians Updates on Cough 
Guidelines (2006) recommend that, for cough associated with the common cold, 
first-generation antihistamine-decongestants are more effective than newer, non- 
sedating antihistamines. 


• Side effects: 

- Adverse drug reactions are most commonly associated with the first-generation H r 
antihistamines. This is due to their relative lack of selectivity for the Pli-receptor. 

- 1 st generation: 

■ The most common adverse effect is sedation 

■ Other common adverse effects in first-generation Ph-antihistamines include 
dizziness, tinnitus, blurred vision, euphoria, uncoordination, anxiety, increased 
appetite leading to weight gain, insomnia, tremor, nausea and vomiting, diarrhea 
and antimuscarinic effects (dry mouth, constipation and dry cough). 

■ Infrequent adverse effects include urinary retention, palpitations, hypotension, 
headache, hallucination, and psychosis. 

- 2 nd generation: 

■ The newer, second-generation Ph-antihistamines are far more selective for 
peripheral histamine Ph-receptors and have a far better tolerability profile compared 
to the first-generation agents. 

■ The most common adverse effects noted for second-generation agents include 
drowsiness, fatigue, headache, nausea and dry mouth. 

• Classifications: 

1 st generation (sedating HI antagonists, antimuscarinic effect and CNS effect) 

2 nd generation ( non-sedating i.e. don’t penetrate BBB so have no central side effects) 

- 3 rd generation (controversy) 


I. First generation antihistamines: 


1. Chlorpheniramine maleate: 

■ Dosage: 15ml. or one tab 2-3 times daily 

■ Trade names: allergy 4mg tab - anallerge 4mg tab 



2. Clemastin: 


■ Plas moderate sedative effects and has long duration of action 1 0-1 2 hrs. 

■ T rade names: tavegyl 1 mg tab - 2mg amp 


r, NOVAK I IS 

Tavegyl” 


V> NOVARTIS 

Tavegyl 
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3. Dimethindene: 

■ Also has mast cell stabilizing effect 

■ Dosage: one tab tds - 24 caps » one 
cap/24hrs. 

■ T rade names: fenistil 1 mg tab - fenistil 
4mg amp - fenistil-24 4mg cap 



4. Chlorphenoxamine: 

■ Has antimuscarinic and antihistaminic properties 

■ Used in nausea, vomiting, and vertigo 

■ Trade names: allergex 20 mg tab 


5. Pheniramine: 

■ Has antimuscarinic and antihistaminic properties 

■ Trade names: Avil 75mg tab - 24.5mg amp 



6 . 


^fAvil retard 


75 \ 

- Aveniis 


$ $ $ 9 $ 

® 9 9 $ ® 



Mequitazine: 

■ Dosage: one tab/12 hrs. 

■ Trade names: primalan 5mg tab 
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❖ Triactin 4mg tab: 

s Active ingredient is cyproheptadine 
s has antiserotenin effect and appetite stimulant effect 


TKIACTIN •*' 
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❖ Adwisomn 25mg cap and donormyl 15mg tab: 

■S Active ingredient is doxylamine succinate 

s has anti-allergy power superior to almost every other antihistamine 
on the market, with the exception of diphenhydramine 
s Used in treatment of insomnia 

s The dosage required to induce sleep can be as low as 6.25 mg, but is 
usually effective in dosages of up to 25 mg. 
s Higher doses are not recommended by the United States Food and Drug 
Administration, although single dosage recommendations of up to 50 mg 
are common in some countries, including Australia 


1 

1 Sp 

Dramenex 1 




❖ Diphenhydramine: 

s Despite being one of the oldest antihistamines on 
the market, it is more effective than even some of 
the latest prescription drugs. Consequently, it is 
frequently used when an allergic reaction requires 
fast, effective reversal of the often dangerous 
effects of a massive histamine release. 
s Used also in motion sickness and insomnia 
s Trade names: dramenex 50mg tab - sultan 
50mg cap 

s Dosage: 2-3 times daily - for sleep taken once 20 min. before bedtime 
Second generation antihistamines: 

1 . Cetirizine: 

■ Reduce the dose for hepatic and renal 
patients 

■ Cl in pregnancy and lactation 

■ Dosage: lOmg in a single dose at the 


\r 


Zyrtec 

Colirizine hydrochkxide 


l 




evening 

■ Trade names: Alerid, Cetrak, Cetritin, 
Histazine-1, Zyrtec ....etc lOmg tablets 



2. Loratadine: 

■ Metabolized by cytochrome P so should be 
avoided in drugs which inhibit these 
enzymes e.g. cimetidine, ketoconazole, 
fluconazole, erythromycin, fluoxetine ...etc 

■ Reduce the dose for severe hepatic 
impairment patient 

■ Cl in pregnancy and lactation 

■ Dosage: lOmg once daily 

■ Trade names: claritin, mosedin, loratin, 
loratan ....etc (lOmg tablets) 
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3. Ebastine: 

■ Dosage: lOmg daily may be taken with or without food 

■ Trade names: astin 10, 20mg tab - evastine lOmg tab 

■ Has a favourable safety profile 



III. Third generation antihistamines: 

1 . Levocetirizine: 

■ Trade names: allevo, allear ...etc 5mg tablets 



2. Desloratadine: 

■ Trade names: aerius, delarex ...etc 5mg tablets 



3. Fexofenadine HCI: 

■ Trade names: 

> Alertam: 60, 180mg tab 

> Allerfen: 60, 180mg tab 

> Fastel: 120, 180mg tab 

> Telfast: 120, 180mg tab 

> Fexon: 120, 180mg tab 

■ Dosage: 

> Adults: 60 mg twice daily or 180 mg once daily 

> Elderly: Starting dose: 60 mg once daily 




N.B. However, there is little evidence for any advantage of 3 rd generation 
antihistamines compared to 2 nd generation antihistamines. There is some 
controversy associated with the use of this term. 

Other non-sedating antihistamine is Allergex Caffeine with active ingredient 
chlorpheniramine maleate 20mg + caffeine 50mg (reduce the sedation of 
chlorpheniramine maleate) and dose is one tab 2-3times daily 
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• Introduction: 

- Immunosuppressive agents are drugs that inhibit or prevent activity of the immune 
system. 

They are used in immunosuppressive therapy to: 

■ Prevent the rejection of transplanted organs and tissues (e.g., bone marrow, 
heart, kidney, liver) 

■ T reat autoimmune diseases or diseases that are most likely of autoimmune 
origin e.g. 

s rheumatoid arthritis 
v' multiple sclerosis 
s myasthenia gravis 
s systemic lupus erythematosus 
s sarcoidosis 

s focal segmental glomerulosclerosis 
s Crohn's disease 
s Behcet's Disease 
S pemphigus 
s ulcerative colitis 

■ Treat some other non-autoimmune inflammatory diseases (e.g., long term 
allergic asthma control). 

A common side-effect of many immunosuppressive drugs is immunodeficiency, 
because the majority of them act non-selectively, resulting in increased susceptibility to 
infections and decreased cancer immunosurveillance. 

- There are also other side-effects, such as hypertension, dyslipidemia, hyperglycemia, 
peptic ulcers, lipodystrophy, moon face, liver and kidney injury. 

We will talk about some common immunosuppressive drugs: 

■ Glucocorticoids 

■ Azathioprine 

■ Methotrexate 
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I. Glucocorticoids: 

• Introduction: 

- Natural and synthetic glucocorticoids are used in both endocrine and nonendocrine 
disorders. 

- In endocrine practice , glucocorticoids are given only to establish the diagnosis and 
cause of Cushing's syndrome and for treatment of adrenal insufficiency and congenital 
adrenal hyperplasia. 

- Pharmacologic doses gl glucocorticoids are used to treat patients with 
inflammatory, allergic, immunological disorders. If chronic, this supra-physiologic 
therapy has many adverse effects, ranging from suppression of the hypothalamic- 
pituitary-adrenal axis and Cushing's syndrome to infections and changes in mental 
status. 

• Therapeutic uses of glucocorticoids: 

Glucocorticoids may be used in low doses in adrenal insufficiency. 

In much higher doses, oral or inhaled glucocorticoids are used to suppress various 
allergic, inflammatory, and autoimmune disorders. 

- They are also administered as post-transplantory immunosuppressants to prevent the 
acute transplant rejection and the graft-versus-host disease. 

Physiological replacement: 

■ Any glucocorticoid can be given in a dose that provides approximately the same 
glucocorticoid effects as normal cortisol production; this is referred to as 
physiologic, replacement, or maintenance dosing. 

■ This is approximately 6-12 mg/m 2 /day (m 2 refers to body surface area (BSA), 
and is a measure of body size; an average man's BSA is 1 .7 m 2 ) 

- Therapeutic immunosuppression: 

■ Glucocorticoids cause immunosuppression, and the therapeutic component of 
this effect is mainly the decreases in the function and numbers of lymphocytes, 
including both B cells and T cells. 

Anti-inflammatory: 

■ Glucocorticoids are potent anti-inflammatories, regardless of the inflammation's 
cause 

■ Glucocorticoids marketed as anti-inflammatories are often topical formulations, 
such as nasal sprays for rhinitis or inhalers for asthma. 

■ These preparations have the advantage of only affecting the targeted area, 
thereby reducing side effects or potential interactions, (revise ICS in respiratory 
chapter) 
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• Guidelines for pharmacological glucocorticoid therapy in general: 

Initiate only if there is published evidence of objective therapeutic benefit 
Use only after other specific therapies fail 
Identify a specific therapeutic objective 
Use objective criteria of response 

Administer sufficient glucocorticoid for a sufficient time to achieve the desired response 
Administer no more glucocorticoid for no longer than is necessary to achieve the 
desired response 

- Terminate if objective therapeutic benefit is not observed when expected, if 
complications arise, or if maximum benefit has been achieved 

• Side effects: 

- Numerous toxicities, or adverse effects (AEs), have been attributed to glucocorticoids 

- Other factors that may contribute to such AEs include the nature and severity of the 
underlying disease being treated and the other medications being administered 
concurrently. 

- The adverse effects (AEs) of glucocorticoids are more common in patients receiving 
these drugs in high doses or over a long period of time. 
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• Withdrawal: 

- Short-term glucocorticoid therapy (up to three weeks), even if at a fairly high dose, can 
simply be stopped and need not be tapered. 

HPA suppression due to glucocorticoid use of this duration will not persist and is highly 
unlikely to have any clinical consequence. 

However, in a frail or dangerously ill patient, the clinician may elect to proceed more 
cautiously as noted below 

In patients who have taken a glucocorticoid for a longer time, we suggest a regimen 
which is largely based upon experience and rests upon the following assumptions: 

■ Factors of age, frailty, concomitant illnesses, dangerousness and likelihood of 
flare of underlying illness, psychological factors, and duration of previous use of 
glucocorticoids are taken into account. 

■ The disease is sufficiently stable so that tapering of the dose is appropriate. 

■ The patient has received long-term steroid therapy, not recurrent "pulses" as 
might be used in asthma. 

■ The observation that HPA suppression is uncommon at prednisone doses 
below 5 mg/day. 

■ The goal of tapering is to use a rate of change that will prevent both recurrent 
activity of the underlying disease and symptoms of cortisol deficiency due to 
persistent HPA suppression. 

■ We generally aim for a relatively stable decrement of 1 0 to 20 percent, while 
accommodating convenience and individual patient response. 

■ The dose is tapered by: 

S 5 to 1 0 mg/day every one to two weeks from an initial dose above 40 mg 
of prednisone or equivalent per day. 

s 5 mg/day every one to two weeks at prednisone doses between 40 and 
20 mg/day. 

s 2.5 mg/day every two to three weeks at prednisone doses between 20 
and 1 0 mg/day. 

s 1 mg/day every two to four weeks at prednisone doses between 1 0 and 
5 mg/day. 

S 0.5 mg/day every two to four weeks at prednisone doses from 5 mg/day 
down. This can be achieved by alternating daily doses, eg, 5 mg on day 
1 and 4 mg on day 2. 

■ This regimen will generally prevent symptoms of cortisol deficiency. 
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• Preparations: 

- A variety of synthetic glucocorticoids, some far more potent than cortisol, have been 

created for therapeutic use. 

- They differ in both pharmacokinetics (absorption factor, half-life, volume of distribution, 

clearance) and pharmacodynamics (for example the capacity of mineralocorticoid 
activity: retention of sodium (Na+) and water; renal physiology). 

- Because they permeate the intestines easily, they are administered primarily per os (by 

mouth), but also by other methods, such as topically on skin. 

- Glucocorticoid potency, duration of effect, and overlapping mineralocorticoid potency 

varies. 

- Cortisol (hydrocortisone) is the standard of comparison for glucocorticoid potency. 

- Hydrocortisone is the name used for pharmaceutical preparations of cortisol. 

- Oral potency may be less than parenteral potency because significant amounts (up to 

50% in some cases) may not be absorbed from the intestine. 



Comparison of representative glucocorticoid preparations 



Approximate 
equivalent dose*, mg 

Relative 

anti-inflammatory 

activity 

Relative 

mineralocorticoid 

activity 

Duration of action, 
hours 

Cortisol* 

20 

1 

1 

8 to 12 

Cortisone acetate 

25 

o.s 

0.8 

8 to 12 

Hydrocortisone 

20 

1 

1 

8 to 12 

Prednisone 

5 

4 

0.8 

12 to 36 

Prednisolone 

5 

4 

0.8 

12 to 36 

Methylprednisolone 

4 

5 

0.5 

12 to 36 

Triamcinolone 

4 

5 

0 

12 to 36 

Fludrocortisone (see NOTE) 

A 

10 

125 

12 to 36 

Dexamethasone 

0.75 

30 

0 

36 to 72 


Prednisone and prednisolone are potent glucocorticoids and weak mineralocorticoids, Methylprednisolone and dexamethasone have no 
mineralocorticoid effect. 

NOTE: Glucocorticoid doses which provide a mineralocorticoid effect that is approximately equivalent to 0,1 mg fludrocortisone are: 
prednisone or prednisolone 50 mg, or hydrocortisone 20 mg, 

* Equivalent dose shown is for oral or IV administration, Relative potency for intra-articular or intramuscular administration may vary considerably, 

• Data for cortisol, endogenous corticosteroid hormone, are included for comparison with synthetic preparations listed. 

A Fludricortisone is not used for an anti-inflammatory effect. 
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- Trade names: 

■ Hydrocortisone: 

V Suitable for short term treatment only 
s Dosage: one vial IM or IV can be 

repeated according to the case 

V Trade name: Solu-Cortef vial 

■ Prednisone: 

V Dosage: usually 30-60mg daily 

V Trade name: Hostacortin 5mg tab 


■ Prednisolone: 

V Dosage: usually 30-60mg daily 

V Trade name: Hostacortin-H 5mg, 
predilone 5mg tab, solupred 5 & 20mg 
tab 

■ Methyl Prednisolone: 

V Dosage: 16-40mg daily divided into 2-3 
doses 

V Trade name: Depo Medrol 40, lOOOmg vial - M.P.A. 40mg vial - 
Urbasone 4, 8mg tab 




■ Betamethasone: 

V Trade name: Betasone 0.5mg tab - Betafos IM, intra-articular, intra- 
lesional ampoule - Diprofos ampoules 
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■ Dexamethasone: 

s Trade name: 

❖ Tablets: deltasone 0.75mg - 
dexazone, orazone 0.5mg 

❖ Injection: dexamethasone, 
dexonium, fortecortin 8mg 
ampoules - epidron 4mg 
vial 

■ Triamcinolone: 

s Trade name: Amcinol, Kenacort-A 
Kenacort-A 4mg tab 

II. Azathoprine: 

• Mechanism of action: 

Azathioprine acts as a pro-drug for mercaptopurine, inhibiting an enzyme that is 
required for the synthesis of DNA. Thus it most strongly affects proliferating cells, such 
as the T cells and B cells of the immune system. 

• Medical uses: Azathioprine is used alone or in combination with other 
immunosuppressive therapy to: 

Prevent rejection following organ transplantation 

- Treat an array of autoimmune diseases, including rheumatoid arthritis (disease 
modifying agent), pemphigus, systemic lupus erythematosus, Behget's 
disease, autoimmune hepatitis, atopic dermatitis, myasthenia gravis, neuromyelitis 
optica (Devic's disease), restrictive lung disease, and others. 

It is also an important therapy and steroid-sparing agent for inflammatory bowel 
disease (such asCrohn's disease and ulcerative colitis) and for multiple sclerosis, which 
are immune-mediated as well. 

In the United States it is currently approved by the Food and Drug Administration (FDA) 
for use in kidney transplantation from human donors, and for rheumatoid arthritis. 

- Other uses are off-label. 

• Side effects: 

Nausea and vomiting are common adverse effects, especially at the beginning of a treatment. 
Side effects that are probably hypersensitivity reactions include dizziness, diarrhea, fatigue, 
and skin rashes. 

Because azathioprine suppresses the bone marrow, patients can develop anaemiaand will be 
more susceptible to infection; regular monitoring of the blood count is recommended during 
treatment 

Acute pancreatitis can also occur, especially in patients with Crohn's disease. 

• Drug interaction: 

Allopurinol inhibit xanthine oxidase, the enzyme that breaks down azathioprine, thus 
increasing the toxicity of azathioprine 

- Azathioprine decreases the effects of the anticoagulant warfarin 
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• Trade names: 

Azathioprine Ait, Imuran 50mg tablets 

III. Methotrexate: 



• Mechanism of action: 

It acts by inhibiting the synthesis of folic acid, therefore, inhibits the synthesis 
of DNA, RNA, thymidylates, and proteins. 

Inhibition ofenzymes involved in purine metabolism, leading to accumulation 
of adenosine, or the inhibition of T cell activation and suppression ofintercellular 
adhesion molecule expression by T cells so helps in the treatment of rheumatoid 
arthritis 

• Medical uses: 

- Chemotherapy: 

■ Methotrexate was originally developed and continues to be used for 
chemotherapy either alone or in combination with other agents. 

■ It is effective for the treatment of a number ofcancers including: breast, head 
and neck, leukemia, lymphoma, lung, osteosarcoma, bladder, and trophoblastic 
neoplasms 

Autoimmune diseases: 

■ It is used as a treatment for some autoimmune diseases, including rheumatoid 
arthritis (disease modifying agent), psoriasis, psoriatic 

arthritis, lupus and Crohn's disease, to name a few. 

■ Although methotrexate was originally designed as a chemotherapy drug (in high 
doses), in low doses methotrexate is a generally safe and well tolerated drug in 
the treatment of certain autoimmune diseases. 

■ Because of its effectiveness, low-dose methotrexate is now first-line therapy for 
the treatment of rheumatoid arthritis. 

- Therapeutic abortion: 

■ Methotrexate is commonly used (generally in combination with misoprostol) to 
terminate pregnancies during the early stages. 

■ It is also used to treat ectopic pregnancies. 

• Side effects: 

The most common adverse effects include: 

■ ulcerative stomatitis 

■ low white blood cell count and thus predisposition to infection 

■ Nausea 

■ Abdominal pain 

■ Fatigue 

■ Fever 
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■ Dizziness 

■ Acute pneumonitis 
Rarely pulmonary fibrosis. 

Bone marrow depression 

• Trade names: 

- Methotrexate tablets and vials 



IV. Hydroxychloroquine: 

• Medical uses: 

Hydroxychloroquine is classified as an anti-malarial medication and is one of a number 
of drugs that have been used for many years in the treatment of malaria. 

It is also useful (i.e. reduce inflammation) in treating systemic lupus erythematosus, 
rheumatic disorders like rheumatoid arthritis (disease modifying agent) and Sjogren's 
Syndrome. 

• Side effects: 

- The most common side effects are a mild nausea and occasional stomach cramps with 
mild diarrhea. 

- Generally side effects are not common, but can include (for short-term treatment of 
acute malaria) abdominal cramps, diarrhea, heart problems, reduced appetite, 
headache, nausea and vomiting. 

- The symptoms for prolonged treatment of lupus or arthritis include the acute symptoms, 
plus altered eye pigmentation, acne, anemia, bleaching of hair, blisters in mouth and 
eyes, blood disorders, convulsions, significant v ision difficulties, diminished reflexes, 
emotional changes, excessive coloring of the skin, hearing loss, hives, itching, liver 
problems or failure, loss of hair, muscle paralysis, weakness or atrophy, 
nightmares, psoriasis, reading difficulties, tinnitus, skin inflammation and scaling, skin 
rash, vertigo, and weight loss. 

Hydroxychloroquine can worsen existing cases of both psoriasis and porphyria. 

One of the most serious side effects is toxicity in the eye (generally with chronic use). 


• Dosage: 

- One tablets twice daily initially to be reduced to one 
tablet daily at maintenance 

• Trade names: 

- Plaquenil 250mg tab 

- Hydroquine 200mg tab 
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V. Leflunomide: 

• Mechanism of action: 

Immunomodulatory agent with antiproliferative & anti-inflammatory effect 

• Medical uses: 

Used in active moderate to severe rheumatoid arthritis and psoriatic arthritis. 

■ To reduce signs and symptoms 

■ To inhibit structural damage as evidenced by X-ray erosions and joint space 
narrowing 

■ To improve physical function. 

■ The onset of clinical improvement can be expected after 4 to 6 weeks of 
continued therapy. 

■ Aspirin, or other nonsteroidal anti-inflammatory agents (NSAR), and/or low-dose 
corticosteroids may be continued during treatment with leflunomide. 

■ The combined use of leflunomide with antimalarials, intramuscular or 
oral gold, D-penicillamine, azathioprine, ormethotrexate has not been 
adequately studied and is, therefore, contraindicated 

- Leflunomide has recently been assigned orphan drug status (i.e. a pharmaceutical 
agent that has been developed specifically to treat a rare medical condition, the 
condition itself being referred to as an orphan disease) for the prevention of solid-organ 
rejection after allograft transplantations when co-administered with commonly used 
first-line agents (USA only). 

• Side effects: 

Most serious is symptomatic liver damage ranging from jaundice to hepatitis, which can be 
fulminant, severe liver necrosis, and liver cirrhosis. 

Also very important is a relatively high incidence of myelosuppression with leukopenia, and/or 
hypoplastic anemia, and/orthrombocytopenia. 

Interstitial lung disease may occasionally be noticed 

Other sites are: GIT, skin reactions, heart problems, alopecia (17%), CNS troubles etc. 

• Dosage: 

- Loading dose 1 0Omg daily for 3 days then maintenance dose s 20mg daily 

• Trade name: 

- Arthfree 20, lOOmg tab 

- Avara 1 0, 20, 1 0Omg tab 
Others: apetoid, rafix, vamid ...etc 
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I. Hyper function of the thyroid gland: 

• Carbimazole: 

Mechanism of action: 

■ Carbimazole is a pro-drug as after absorption it is converted to the active form, 
methimazole. 

■ Methimazole prevents the thyroid peroxidase enzyme from coupling and iodinating 
the tyrosine residues on thyroglobulin, hence reducing the production of the thyroid 
hormones T3 and T4 (thyroxine). 

Medical uses: 

■ Used to treat hyperthyroidism. 

■ The onset of anti-thyroid effect is rapid but the onset of clinical effects on thyroid 
hormone levels in the blood is much slower. This is because the large store of pre- 
formed T3 and T4 in the thyroid gland and bound to thyroid binding globulin (99% 
bound) has to be depleted before any beneficial clinical effect occurs. 

- Side effects: 

■ Rashes and pruritus are common; these can often be treated with antihistamines 
without stopping the carbimazole. For those patients where sensitivity reactions 
cannot be controlled, propylthiouracil may be used as an alternative. 

■ Its most serious rare side effect is bone marrow suppression causing neutropenia 
and agranulocytosis. This may occur at any stage during treatment and without 
warning; monitoring of white cell count is not useful. Patients are advised to 
immediately report symptoms of infection, such as sore throat or fever, so that a 
full blood count test may be arranged. If this confirms a low neutrophil count, 
discontinuation of the drug leads to recovery. 

- Dosage: 

■ Generally starts at a high daily dose of 15-40 mg continued until the patient has 
normal thyroid function, and then reduced to a maintenance dose of 5-15 mg. 

■ T reatment is usually given for 1 2-1 8 months followed by a trial withdraw. 

- Trade names: 

■ Carbimazol & Neomercazol 5mg tablets 
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• Propylthiouracil: 

Mechanism of action: 

■ Central: 

■s PTU inhibits the enzyme thyroperoxidase, which normally acts in thyroid 
hormone synthesis. This is one of the essential steps in the formation of 
thyroxine (T4) 

■ Peripheral: 

s PTU also acts by inhibiting the enzyme 5'-deiodinase, which converts T 4 to 
the active form T 3 . 

s This is in contrast to methimazole, which shares propylthiouracil's central 
mechanism, but not its peripheral one. 

Medical uses: 

■ Used in treatment of hyperthyroidism 

- Side effects: 

■ The most common side effects are related to the skin, and include rash, itching, 
hives, abnormal hair loss, and skin pigmentation. 

■ Other common side effects are swelling, nausea, vomiting, heartburn, loss of taste, 
joint or muscle aches, numbness and headache, allergic reactions, and hair 
whitening. 

■ One possible side effect is agranulocytosis, a decrease of white blood cells in the 
blood. Symptoms and signs of agranulocytosis include infectious lesions of the 
throat, the gastrointestinal tract, and skin with an overall feeling of illness and fever. 

■ A decrease in blood platelets (thrombocytopenia) also may occur. Since platelets 
are important for the clotting of blood, thrombocytopenia may lead to problems with 
excessive bleeding. 

■ A more life threatening side effect is sudden, severe, fulminant hepatic failure 
resulting in death or liver transplantation, which occurs in up to 1 in 10,000 people 
taking propylthiouracil. Unlike agranulocytosis which most commonly occurs in the 
first three months of therapy, this side effect may occur at any time during 
treatment 

- Dosage: 

■ Initial: 100 to 150 mg orally every 8 hours. Rarely, a patient may require 200 to 300 
mg orally every 8 hours. Initial doses are continued 
are fully controlled. 

■ Maintenance: 100 to 150 mg/day in equally 
divided doses every 8 to 12 hours. 

■ Therapy is usually continued until spontaneous 
remission occurs (up to 1 to 2 years) or ablative 
therapy is undertaken. 

- Trade name: 

■ Thyrocil 50mg tablet 
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II. Hypo function of the thyroid gland: 

• Thyroxin: 

Medical uses: 

■ Thyroid hormone replacement in cases of hypothyroidism 

- Side effects: 

■ Overdose produce symptoms of hyperthyroidism e.g. 
palpitation, sweating, irritability ...etc 

- Dosage: 

■ 50-1 00 pg daily before food 

■ Increased or decreased according to patient response 

■ Maximum daily dose is 300 pg 

- Trade names: 

■ Eltroxin 50, 100 pg tablets 

■ T4-Thyro 50, 100 pg tablets 

• Levothyroxine: 

Is a synthetic form of the thyroid hormone thyroxine, which is normally secreted by the 
follicular cells of the thyroid gland. 

Medical uses: 

■ Levothyroxine is typically used to treat hypothyroidism. 

■ It may also be used to treat goiter via its ability to lower thyroid-stimulating 
hormone (TSH), a hormone that is considered goiter-inducing. 

■ Occasionally to prevent the recurrence of thyroid cancer. 

- Side effects: 

■ The same as thyroxin 

■ Acute massive overdose may be life-threatening; treatment should be symptomatic 
and supportive. Massive overdose may require beta-blockers for increased 
parasympathetic activity. 

■ The effects of overdosing appear 6 hours to 1 1 days after ingestion. 



- Dosage: 

■ Euthyroid goiter: 75-200 pg 

■ Thyroid hormone replacement: initially 25-50 pg daily and 
maintenance dose is 100-200 pg daily 

■ For suppression of thyroid cancer recurrence: 1 50-300 pg 
daily 


Euthyrox 




- Trade names: 

■ Euthyrox 50, 100 pg tablets 
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I. Anticonvulsants: 

• Introduction: 

- The anticonvulsants (also commonly known as antiepileptic drugs) are a diverse group 
of pharmaceuticals used in the treatment of epileptic seizures. 

- Anticonvulsants are also increasingly being used in the treatment of bipolar disorder, 
since many seem to act as mood stabilizers, and for the treatment of neuropathic pain. 

- The goal of an anticonvulsant is to suppress the rapid and excessive firing of neurons 
that start a seizure. 

Failing this, an effective anticonvulsant would prevent the spread of the seizure within the 
brain and offer protection against possible excitotoxic effects, that may result in brain 
damage. 

In epilepsy, an area of the cortex is typically hyper-irritable. 

- This condition can often be confirmed by completing a diagnostic EEG. 

Antiepileptic drugs function to help reduce this area of irritability and thus prevent 
epileptiform seizures. 

- The major molecular targets of marketed anticonvulsant drugs are voltage-gated sodium 
channels and components of the GABA system. 

- Additional targets include voltage-gated calcium channels. 
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• Carbamazepine(CBZ): 

Mechanism of action: 

■ Carbamazepine stabilizes the inactivated state of Voltage-gated sodium 
channels, making fewer of these channels available to subsequently open. 

■ This leaves the affected cells less excitable until the drug dissociates. 

■ Carbamazepine has also been shown to potentiate GABA receptors 

Medical uses: 

■ Carbamazepine is typically used for the treatment of seizure disorders and 
neuropathic pain. 

■ It may be used as a second line treatment for bipolar disorder and along with 
antipsychotic agents in schizophrenia. 

- Side effects: 

■ Common adverse effects may include drowsiness, headaches and migraines, 
motor coordination impairment, and/or upset stomach. 

■ Carbamazepine preparations typically greatly decrease a person's alcohol 
tolerance. 

■ Less common side-effects may include cardiac arrhythmias, blurry or double 
vision and/or the temporary loss of blood cells or platelets and in rare cases can 
cause aplastic anemia. 

■ With normal use, small reductions in white cell count and serum sodium are 
common; however, in rare cases, the loss of platelets may become life- 
threatening. 

- Dosage: 

■ Starting dose is 100-200mg daily increased gradually to maximum 800-1 200mg 
daily on two divided doses 

- Trade names: 

■ Tegretol 200, 400mg tab 

■ Neurotop 200, 400mg - neurotop ret. 300, 600mg tab 

■ Others: mazemal 200mg tab, tegral 200mg tab ...etc 


•y Tegretol 200 
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• Oxacarbazepine: 

- A derivative of carbamazepine, reportedly has fewer and less 
serious side-effects. 

- Dosage: 

■ 300-600mg daily 

- Trade names: 

■ Trileptal 150, 300, 600mg tab 

■ Oxaleptal 600mg tab 

• Sodium Valproate: 

Mechanism of action: 

■ Sodium valproate is a weak blocker of sodium ion channels; it is also a weak 
inhibitor of enzymes that deactivate GABA such as GABA transaminase. 

■ It may also stimulate the synthesis of GABA, but the direct mechanism is not 
known. 

■ Because of its many mechanisms of action, sodium valproate has efficacy in all 
partial and generalised seizures including absence seizures. 

Medical uses: 

■ Used in the treatment of epilepsy 

■ Anorexia nervosa, panic attack, anxiety disorder, posttraumatic stress disorder, 
migraine and bipolar disorder, as well as other psychiatric conditions requiring the 
administration of a mood stabilizer. 

■ Sodium valproate can be used to control acute episodes of mania and acute 
stress reaction. 

- Side effects: 

■ The common adverse effects include tiredness, tremor, sedation and 
gastrointestinal disturbances. 

■ In addition, about 10% of the users experience reversible hair loss. 

- Dosage: 

■ 1 5-30mg/kg/day 

- Trade names: 

■ Depakine: 200mg tab - chrono 500mg tab 

■ Convulex: 150, 300, 500 cap 
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• Phenytoin sodium: 

Mechanism of action: 

■ Phenytoin acts to suppress the abnormal brain activity seen in seizure by 
reducing electrical conductance among brain cells by stabilizing the inactive state 
of voltage-gated sodium channels. 

Medical uses: 

■ A commonly used antiepileptic. 

■ Aside from seizures, it is an option in the treatment of trigeminal neuralgia in the 
event that carbamazepine or other first-line treatment seems inappropriate. 

- Side effects: 

■ CNS: 

s At therapeutic doses, phenytoin may produce horizontal gaze nystagmus. 
s At toxic doses, patients experience sedation, cerebellar ataxia, and 
ophthalmoparesis, as well as seizures 

■ Blood: 

s Reduction in folic acid levels, predisposing patients to megaloblastic 
anemia. 

s Other side effects may include: agranulocytosis, aplastic anemia, 
leukopenia, and thrombocytopenia. 

■ Phenytoin is a known teratogen. 

■ gingival enlargement 

■ Hypertrichosis, rash, exfoliative dermatitis, pruritis, Hirsuitism, and coarsening of 
facial features 

■ Phenytoin has been known to cause drug-induced lupus. 

- Dosage: 

■ 1 50mg daily increased gradually to maxium 300-400mg daily into two divided 
doses 

- Trade names: 

■ Ipanten, Phenytoin 50, lOOmg cap 

■ Epanutin, phenytin ....etc 
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• Gabapentin: 

Mechanism of action: 

■ Not yet fully understood 

■ Specifically a GABA analogue. 

■ The mechanism of action that leads to its rapid analgesic effect is simply 
unknown. 

■ Some of its activity may involve interaction with voltage-gated calcium channels. 

■ Another possible mechanism of action is that gabapentin halts the formation of 
new synapses. 

Medical uses: 

■ Gabapentin is used primarily for the treatment of seizures, neuropathic pain, and 
hot flashes. 

■ There are, however, concerns regarding the quality of the research on its use to 
treat migraines, bipolar disorders, and pain. 

■ When used for neuropathic pain it does not appear superior to carbamazepine. It 
appears to be equally effective as pregabalin and is of lower cost. 

- Side effects: 

■ Gabapentin's most common side effects in adult patients include dizziness, 
fatigue, weight gain, drowsiness, and peripheral edema (swelling of extremities). 
These mainly occur at higher doses in the elderly. 

■ Children 3-12 years of age were observed to be susceptible to mild-to-moderate 
mood swings, hostility, concentration problems, and hyperactivity. 

■ Although rare, there are several cases of hepatotoxicity reported. 

■ Gabapentin should be used carefully in patients with renal impairment due to 
possible accumulation and toxicity. 

- Dosage: 

■ 300-400mg once daily increased within two days to 800mg if needed 

- Trade names: 

■ Gaptin, Conventin lOOmg, 300mg, 400mg caps 
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• Pregabalin: 

- A successor of gabapentin. 

- Compared to gabapentin, pregabalin is more potent, absorbs faster and has greater 
bioavailability. 

Higher potency means that less of the medication is required for the same effect. This 
does not necessarily result in fewer side effects 

- Medical uses: 

■ Treatment of epilepsy (adjunctive therapy for adults with partial onset seizures) 

■ Neuropathic pain associated with diabetes and with spinal cord injury 

■ Fibromyalgia, post-herpetic neuralgia, and generalized anxiety disorder. 

■ Treatment of Generalized anxiety disorder.The anxiolytic effects of prebabalin 
occur rapidly after administration, similar to the benzodiazepines, which gives 
pregabalin an advantage over many anxiolytic medications. 

■ Pregabalin is also used off-label for the treatment of chronic pain, neuropathic 
pain, perioperative pain, and migraine 

- Side effects: 

■ Very common (>10% of patients): 

Dizziness & drowsiness. 

■ Common (1-10% of patients): 

blurred vision, diplopia, increased appetite, euphoria, confusion, vivid dreams, 
changes in libido (increase or decrease), irritability, ataxia, attention changes, 
abnormal coordination, memory impairment, tremors, dysarthria, parasthesia, 
vertigo, dry mouth and constipation, vomiting and flatulence, erectile dysfunction, 
fatigue, peripheral edema, drunkenness, abnormal walking, weight gain, 
asthenia, nasopharyngitis, increased creatine kinase level. 

■ Infrequent (0.1-1% of patients): 

depression, lethargy, agitation, anorgasmia, hallucinations, myoclonus, 
hypoaesthesia, hyperaesthesia, tachycardia, excessive salivation, sweating, 
flushing, rash, muscle cramp, myalgia, arthralgia, urinary incontinence, dysuria, 
thrombocytopenia, kidney calculus 

■ Rare (<0. 1% of patients): 

neutropenia, first degree heart block, hypotension, hypertension, pancreatitis, 
dysphagia, oliguria, rhabdomyolysis, suicidal thoughts or behavior. 

■ Pregabalin may also cause withdrawal effects after long-term use if discontinued 
abruptly. 

■ Withdrawal symptoms include restlessness, insomnia, and anxiety. 

■ Pregabalin should be reduced gradually when finishing treatment. 

■ Because of complication risk associated with certain common side-effects in 
patients affected by other health issues, Pregabalin should not be used without 
regular medical supervision and any side effect should immediately be reported. 
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Dosage: 

■ Pregabalin may be taken with or without food. 

■ Neuropathic pain: 

s The initial dose is 50 mg three times a day (1 50 mg/day). 
s The dose may be increased to a maximum dose of 100 mg 3 times daily 
(300 mg/day) after one week. 

■ Post herpetic neuralgia: 

s The recommended dose is 75-150 mg twice daily or 50-100 mg three 
times daily. 

s Begin dosing at 75 mg two times a day or 50 mg three times a day (1 50 
mg/day). 

s The dose may be increased to 100 mg 3 times daily (300 mg/day) after 
one week. 

s If pain relief is inadequate after 2-4 weeks of treatment at 300 mg/day, the 
dose may be increased to 300 mg twice daily or 200 mg three times daily. 
s Doses greater than 300 mg cause more side effects. 

■ Seizures: 

s The recommended dose is 150-600 mg/day divided into 2 or 3 doses, 
starting at 150 mg daily and increasing based on response and 
tolerability. 

■ Fibromyalgia: 

S 300-450 mg/day in 2 or 3 divided doses. 

Overdose: 

■ Several renal failure patients developed myoclonus while receiving pregabalin, 
apparently as a result of gradual accumulation of the drug. 

■ Acute overdosage may be manifested by 
somnolence, tachycardia and hypertonicity. 

■ Plasma, serum or blood concentrations of 
pregabalin may be measured to monitor therapy 
or to confirm a diagnosis of poisoning in 
hospitalized patients. 

Trade names: 

Lyrica: 75, 150mg caps 
Kemirica: 75, 150, 300mg caps 
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II. Nootropic drugs: 

• Drugs that purportedly improve mental functions such as cognition, memory, intelligence, 
motivation, attention, and concentration. 

• Piracetam: 

Mechanism of action: 

■ Not well understood 

■ May protect cerebral cortex from hypoxia 
Medical uses: 

■ Memory disturbances 

■ Loss of concentration 

■ Increase mental performance in aged people, 
stroke, chronic ischemia 

■ Decrease platelet aggregation and increase 
RBCs deformability in cases of clotting, 
coagulation, and vasospastic disorders such as 
Raynaud's phenomenon and deep-vein 
thrombosis. 

- Side effects: 

■ Insomnia 

■ Weight gain 

■ Hyperkinesia, nervousness and depression 

- Dosage: 

■ 1 200-2400mg daily divided into 2-4 doses 

- Trade names: 

■ Nootropil: 400mg caps, 800mg tab, lOOOmg ampoules 

■ Stimulan: 400mg caps, 800mg tab, lOOOmg ampoules 

■ Neurocet 400mg caps 

■ Memoral lOOOmg ampoules 

• Vincamine: 

- Actions: 

■ A peripheral vasodilator that increases blood flow to the 
brain and utilization of oxygen 

- medical uses: 

■ Vincamine is often used as a nootropic agent to combat 
the effects of aging, or in conjunction with other 
nootropics (such as piracetam) for a variety of purposes. 

- Dosage: 

■ One capsule 2 times daily 

- Trade names: 

■ Brain OX 30mg caps 

■ Oxybral 30mg caps, 15mg ampoules 
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• Vinpocetine: 

A derivative of vincamine 

Used in cerebrovascular disorders and dementia 

- Dosage: one tab tds after meals 

- Trade names: 

■ Acapi-Cav, Angiovan, vinporal ...etc 5mg tab 



• Meclofenxate: 

- Actions: 

■ It aid cellular metabolism in the presence of diminished oxygen concentration 

- Medical uses: 

■ In elderly patients, it has been clinically shown to improve memory, have a 
mentally stimulating effect, and improve general cognition. 

■ Used to treat the symptoms of senile dementia and Alzheimer's disease. 

- Dosage: 

■ One tablet tds 

- Trade names: 

■ Lucidril 250, 500mg tab - lOOOmg amp 

■ LuciForte 500mg vials il 
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dJUa^« ^y>wa ‘(^-*1 jd»bx»)l cA<i?xj LLs?- 


^ Ui i ITI^ L® (. Jj2*Xj 


^Ij^UJ J S' C^t^ij <Lb>jJl jJ ^yw 

I ig U 1 ^ *w <-L>^3 

"j^aj ibuo j^f 

3j. «oJl <L»L*Jl ^ dLU^i jS- UJ? 62 
OjS^Jl kL*)l ^ J^wj ^1 jA ^J? Jl J3j*2 U j*\j 

c<wjU y»bxJ' ojL3 cj^j jJAli <L*«Jb 

Oi cA^js^uJJ ^< L ^ wU tw»Ju ^£2 SiL*)l tJaiayj' jJjis?- jJw? CJfj 

£b -LP SjjJD & C cUJl £by -Upshift iJLa jl La 4A*Jl ^ 

dlPb ^Lo i£$Cij Ct yw2J OL*Jl L Jj( c jJ-LUJl 1-br ^4® 5 >® <y 


j-Lx*® jLaJ'j clgAS* LJLJj^mwoj LJAS'LLa 




jJajj^JJ I jl J*a^- Jp*Jl Jjibj dJL< J-«A y - jIsJa-U 


"Jj^l?- J**i jLLU- jSCgV 


4^bxil OLfl^J ^3b diAS" <A*j ^>L^- 


oL^2P*ilj 4^-lj^- 


1 ^ W* ‘ ^&n3 ^ ^p*p^%J 


A~p\s>- 4jui? ji b-lj^- ^.JJaa I J^y J-gjJl 


Jl CJ j»jyjj J«L^- Ld?l> L-J? j j! Jy*^i Nciiro ObuJiJl j*b-jl j»« 


Ji aJb-j Neuor Jbtw^i ^ igij-ii aib- ^jf 


U £j»y 5>|»8 cdJLbbi oi ^iL UJLs 


Jl c l^ - 0 ^So' dJu| fli field !*b" Jj*«b <uL«aJ| £by 


jJaj ikip center £ji ^ 


ObUJl ^a oLapSMj a^-Ij^- <blj 


APlai ^ Ja-^^ la j*p uUu jiv-3 la ^ U-k 


Jju la jjpljpfj ^ ^JUa 


i tSf j ^xis*?- dUS' *buj t<L*kiLa AaJilj cA^lwj 


<UmJJi o*il^xJ ^ tjj i.4mmJJi jmP 


A*)lia SjjlPj A***^ CJ*ib- &j£j J*& UL?-i tO*ibxll ^Lkul^a jJi> a 


\j& ft *i ukj Neuro JLp Ji3 c~i j-jjf kkb 


A?-lj^Jl Oljk?"- L& j*jj tA) Aj| c3j*jj 


oLj3mmmmw«JI fj&v ^ j~p cA^t .< gll , ^3 jjsS^ ^Jij* Ajj oi ^jii? i/? •^xall aISLuJ 


(j£wU*aj laj Axal^Jl ^3 AjU Cwak» jJ ^yu 


la cM AJbJl aA^JwJI 


<Lal£ &-\jPr j y^-la J>-ly ^yw 


toi JbJiJl Ji" lJjJj dLl 4 J^bJ 


dJl3»ULol ^Ui ^jli dlij JaJ jLLU- cdJUfl^ayJ ^3 lyfrj 


SLala ^ OUlAp iialp <b-lj^- \ jS OU £j 


5JjI 


Ij J-oJU Jl3jCJ laj iialp <b-lj^- jy^ ^-la iilfca Ojj ^ J USJ^JU la jJ cAAS* di 


OLJl UJ? 


jjsT ^b- J^a dlU-i 4 js**? CJ| la Jjk 


^ aAS" (CJU^ul^ CjjjU' ji jS3 


^ip ^jj»APl3 --.Jl dteUl^of C*Ol*P 


^a 3 JT Aj-iLP ^ ^jJi -b-'j ^jSA 




(jAJ' <X>&y > Jl O La^a^J UJa 4i 


OUj-Si <uflj cflijLgJl C-rf jiwuia 


jtttlr* £sVi ‘C^* ^ 


^ 'jA'-rsiJ ^ ^ 0,5 


ljA<sJl *Ai« Jj^Ul La c5j j^lr®' i>° '4^^ 


tliJp La 


l«l^- l«l^- 1-Lsf 4 jc^ jkUaJlj wJill djLJ 


j^u/Ouj l O 2 I 


OjJ^fi ^ Jayty yp Jb <-yLAa 


OlpL^i 3 J 2.5 «b"by <ul^P JjM cAi»L^j cAjJ 


Mpt 4-J^ <-$ yv l*J? 


H <b-ij^- rls?w» cilS" lij 2J&UJ cu-ifiJl u^ij* jfis^Jij OU^U 1 


-k-^r 4-9 ^j4 JSj cdUa^sj ^ jaT l^Jj cj-ojT ^ i/r JjSj 


Jau^« jS>LgJ U oLapSMj 4 ?-'j^t c£j J-^' c<Ul*)' <b-lj^Jl jS> li 


j.Ua] 1 j cJiiii j-s» w ^ fU l£w) j-a« ^9 SilgJi) U ^yu 


j»LaJ'j eJlftJl <L?-lj^- ,^9 iialP <b-1j^- jA -^ g fla -b^U* CJI 


(wJLoJl <X$A4 <j:j 4 JLJL 3 ^jS’la 3 j-P cbwaJ' ^9 Sjpry* L yj» 


lej <. i J ^xS Uj jjS^v^-U £jJ&-\ ji ^ju 


djZy <bLPj t jJ?Ljlj 4j*Ua)lj Ol^-lj^- J4^- <buo1j 


OLU*Jl Jaj y > Jl ^jb? 4 jL*)( ^3 Jjt^jj cOLJUjJi ^3 4 pL«3 cJjcJUx?- jJt*P 


u-ldJl JjwJUj \p~ ^siJj UJj 


c l^L»xy* ^Jil OLLoaJ' jm£ 


♦♦ 

4 a 



14 ^- aJLo^Ji itJaJl oLa^ isxJl J* 


A£U~Jlj jitjSl' jkilJb ^-b>Jl tc**JsJli (jiXJLfl r J' J^Jjl 


'» cOLbjJl a3 y-j J?jmw«Ji jt 


jp AsfljP j fiuq^u 


f.Uii»*iJ *)U c<uJail J^ b W 9 


Uaii 


OlA^dl jJj cflj^S £J*L£ l)j^j 


<^ljl <U£5*JUj c<u| c3yc OUUp 


. OLaJ^" v^iio jjlpj >Jl 


^JaJl JsmojJ! ^3 U^- <L*j^ 4jl£ij Oli*)U- J^jo ti»9fcb ; sjl OUa^xJl 


Jl £aj <0 J-aJC b c j£-a £a ^iJLlaUj 


Ujf <LwJjS^ Sj^a c£^J 


4xJi' ii CJl^ t jlaj Xl»bf 1^- l»bf C*JU0J <LJU*Ji ^ ^ C 


c^-wJ^Uta c^jJaAa <U* cdAS" ^_~J>dt ^Js- 4Jj~P Ol firjJ» 


J 44J>jJaJl 5 J a.^3 jS> l*J? si 


J»o*J OU^Asll y^\ J* A*dSM 


OtjiJtwMwaJlj t jSl J^jl /f^O- 4 4 jJu^ CdJj 


igj Jxuij sonar ji <. CT jf MRI 


4*di jl^u lj viJjj ajIaS' dU dJ sonar 


tdbLil^ 4 ) 4 r ~»^?- j^ksJ ^i^Aj 


Ji $J^4 u> CT Jij MRI ^ 


<ja*^ 4 3 ^ 


iOjj t^jjJdaA UJ?j 


<Lp^i Jl oU^ll wL>-l A^r^^kx Jl Ax^i'yi 


AxJA^l A^jIj sJj>-j O^lp ^£*j 


aJLSi^w« 4jLJ li j^Svj o^Ip 


U 



AxJ^^k J A^r^x Jl oL«lwl>c^>^lj l*J^ 


iLlSJl o^U-I AiL^^Aj c^j^l ls*^s* c ^ (*-4*^*-^ W/^ 


LL 


{ y2jjxl (5jbj cL^pljJlj cAxJl>^\ OULI ^jJj tt*J^ { j&^£- 




L^2j I I Ij^wliLj U* UIpj 


1^3 Uj Ljj (.jy^ LjySj l*J^ 


L^ 4 ^ - C J^" ^2-^CL^ <J Jj5\j CwlLil Sj^r 


(Jj>r (Jj>r (Jj>r jil 2^ tS^Jj 


f 


1 ii*j! 4>-l j>r 


AJLJrl 4^>-\jJr\ oU^Jl ^UijJl Aj>-(y>r 


I Jj>r I Jj>r I Jj>r Jl^- 


clJjoLp (3 C<^wcJ^ JjCddj (^9*^ 


^Ui*Jl Ijl^rd-J J* 






‘lS*^ 


J* 1 


c y~ 


U- 


‘o*^ 


l3j)j-s^*J|j C*LS^J| jUil/® j^P l*J^ 


4s~\j>r O a ^~ <S** 


4^>c-v^ C^l 


LjlSOj, ^\ s ^- /o 90 c L* jlSCil 


I Jj>r |jj>r I Jj>r AJL&^a ^ 


U»Jl SjU 


C43jJUj ^j'y c4jL)1& a!2^>- Jsu>elj Jj>-!j (^1 


c OwL«L>r j! 4 joL>- { J^3 \j* 


Ljk jl ljL& jl cJ^-wwvO jJ^ 


(3 Ollib cX«L>r JjCviJl O^J 


lj-jj 0^l*lj ^ ^ + ?ll Q 


^Uip 4j>-(^r C^Jj ^jL^- (3 { J^-^ L 4 (3i 


U ^ (3 Cdy^OJ 5j>ry* Jl^- 


tj OiSl'j ciSn 


Sbl 


^3 £lp*d*>1 /^SCoj j*P j^-wO ^Ij OLJduj jO^O^j 


^yLiwUvuJt 4Plj OLdwJl ^3 ^^*>1 cJ^Jt j^JJj , g3j J-^2^tJ Uj J^U O^j 


<LdauJl J>-1j UJ? ^^Ajl la Jju 


L fij* <L3 UJa j*j 4-lg-^j 4<g r *uj 4ijyta <UPlj dip jfrjg«fla ^JU <lUd> 4 jI j£> 


<L3 4j^ ObtlJi blj^j llj^ ^j ^q^sj IJIj 


Ja^oj J jAj c£j3 C*?xj ^J3 (3j3 jZu* ^ju j+^jZ' l® ^ Jl lot* Lxllj 


^IpI d^l^Jo jl j^ola <L3 J&-\j J^w4>j 4bi^)j <Lpxj ^U dJjJJ bulj 


djj yLJl ^3 cJjika 



Jjt*> ^ j*?£ 0U2 .^XJ 


<ul?LJl £jz> JUS* OL^-^XJ ^1p £jj*a dJjiJo ^ju 


<L3 Jju^J jJL&Ia ^jiwo ^ju £~°b ^w« <U*di> *tLi]l ^ju j~£^ ^jiwo OLUjJI Jb^s-« 


jjJJl jjS^i dLip IjJ^iLij <LqjJj jj) JuiJula ter*e}\ ^ jJ 


400 ^ 300 j* jjsSIUi jj^' 


l£ j3 dA^jd? LT^ L^' jA ^lP £jd? CJi jJ 


<l)Mj C^jD L^'j 


JUjjt 

6 $ jtf-APxs JD JajbxJ AjjJc <U3 J-« jJJ JJilP AjUj 

l«A^- 4JLJL3 ‘Uj-Pj jA*as*J dJijU? - ^3 14*9*^ ou^Ji 

1.1?- 


01j~<mJI ... )!jt 


1. 

2 


1.1?- ljL+sJ jO~as>xj 
. 1.1?- 1.1?- y> 


3. \j*r 


Ctr 9 


4. d^a ) <ui?lJl c3jd > jP >L« 4 jIJj Ail ^Jbl 

jjsf J^wa J-J 4JUI dbUJ J i*J?syndromes jJj jJ JT 

5 . JjaJi ^ c5^' <j*3 i«^j3 

6. £Lo iJlP 4i*^ J^oJiU £j\j 


7 . ol^ij^Ji »UjJi 

8 . JjjJl ^.UjJl U i^gJUl Ojls^oJi j£l *Uj}l jAfi ^ 


•Ujji ^3 3yi£i jS\ jj» oyi£i j+oj* ^9 oSf 


cJ^aD <U»«Jb Ul 

♦ V** ♦ ♦ 


1 . (^^Ap »'- 9 ”*- 9 <b V 6 diL*Jl ^ytgj . . . cA-bCa 

2 . »UjJi ow /rfine J&ij* j**j llw*- '*^ ? r 

3 . OUat^Jl j^ a a Aa U J&- ^Jl ) 0 J Xj» j+ffJ* ^ <ui*J j^UI) 

Ja*j ^U- bj 


?1*Jp dji »UjJl ^9 Jl £j» J«ia3( <u1 

uf *L*Qw*Aa*) 1 LjLwvwwwvw^J I (% 4-b" jj**U ^fi\ J?jj **»J OJ-^Jb .Util Jjjfir J J^Jta 

ji wfl lg-9 0U5j Oj^tja < J^a 0J5" if ^jSu# lg«9 ^..U. j ii A^wli) <U*«Jb 

4Jif if 

1^3 ^-bcbs ^».J.hj ^gA. br ..«w»J oIJa>I J^pI ^jJb ?<u1 J-^Pl oi .jA^-La ^Pj^^ta jJj 

?4*»l*Jl ^9 jjJjijJ *jj 

Jlj ObJl^a*)U \Jaj *baj <L9 ii 4*a^Jl ^ J««jb *ijil*cite 

bJj </? 1 


?lgJ lg-9 J*Pl 4*°^ J-^' 

Ji jSf j-a 9 obtain J-ia3i UaJp <bwi^-i*ate j^'ibjJu -b»j ^Ip 14*9 


^La UJ? J£\JOaj s.Ua«Jl «LJU j*>U j&\ Ua ^1 


^ *^J ^ Jj y ij jjb Aj j ^oJl dJlajJl OLS* jiL^wJUj 

dJUSl LajJl ^3 OjLa^ Igjl 43jP I ^gDl 0 yz& J*J> l£*3 Ul <Uj*A«Jl dJlajJl jp LI 

l^j J&jMA Igjl jJl3 l StJju ljj3La j*>U c3jp!j .. L^pi-Jl Lgxa : »»y*fc9 OliCs ^3 L&.L-L) 

t^jl J^jjs LjjJJLjj <U) yUl JjjJl ^3 

?*LjJl OL-1j^- ^J*Jl Ul 01 <Ul 

jsTu cuij L« .. ob-ij^JQ vJucataract & glocoma & 
squint & ptyregium & JiLJij * 5 wtJi ob-ij*JLi .. 0 ji*JJ dJU^Ji ob-ij^ 

djcaLtJl v_^)Ui JjU» k*P j&\ ^jSvJ yjLi CUlj 'L?- ^-l^-jil 


? oiLP jLa? 0L£*P ^L^s-a »LjJl 01 ^ps^j 

L*Lil oi ' t<0 1 ^*o siU^L' <Uj\3 »_a SO J3*il o^Lp OLOLp o! A^-Lig > 

1? StlU ®j^p - 'il Lui^J OJUI .. <LiU)l <L»A«»^a flj^^-l ^jxOJ OJUl .. j*^l <l1p 

^ 1^^ ■ “ * A*3^[l ^*\3l v, .jUI 

Ub?- IJ*?- IL?- ^JJl3 JLjil SjJlSi 0*i AP ^Mt>l <L3 *>\j 4jlll «.L0 01 

<UjJUta ^1 J-^jl Oj.A3 Oj^i OjU. . 

»Lj (wOU ^P JjiL* c£'j 


L “ jl ./? ./5-> r 


M jt jiJl ^1 Lr*^' 


M IjUasPl "^L-apj V*As» 


?M JJ.I Ajl VUpty ^Jb" Js- ",^0^1 ^JaJl" >_>Ur JUI *j\ 


b* W/^ ^ b<Jl 3 ^jl-Aj*! ^j^*j c£jj iLjIj 3 4jUtV^ oJS^ l^iLc*J J^S"*! 

ol^l 


3 J^o ji juv u ,a-^i!! d^\ j>- Jij l. cj>! ^Jui s^LiNeurology 3 s^jPsychiatry JJ 

^~L o>^wJ| 


Ajj^2j» SJLj^Lj LgJLbjj ^^SsJj ^^tII i ^ 


ijO^ 3 ^jX^SjJLP L« oL>rlj!i*lj jJLJl 3 C-A^L^-JiJl ^ww4 £^2J 3^-^ CJ L*^« byeJJ ^Ip^fl ^j3^rl (j- 4 1 a_J ^ISCjlLI 

<J^ uM^- 


Jj>r^j ^J?rcJL) (jbJuip S>AS”" (3^^ ji-3 j^«J>rli.l l)L>&^ ^JjtlJiu ^y2^2^- ^ip £.13?^ lM £-5ijJlj 


clr 4 • • • • 3^^ y^yj J^- 4 • ^**9 0^13-1 (j (j^2^2^>ti]! (j^j J2L3 ^ J^Uj 

(jO^I 3 ‘Wailp- ji <L^JL>- 4^*jjj ( y>\y\j j^Jgj ^jJl ^ygsJi . 

y^-iy ( J^* i L« jLjJLp ^lii! ^j/g ./?>dJl ^j-4 j^S" ^-L« jjS\j ^ ya ./?>dJl 3 j-3LiiJl j^iSjJI ^*j 

iJj 4iS^ Ayy yyy <— jL^p^I ^ iS^J (3 pj 0j3o ^ *3^* 0 * 2 ®^“ 1 -^' 31 4j| <*_^«_ 


jj-c«-iSjlj cj^JI>- y2*j 3~* <L^jjj ^I^pIj. 


0^ 3 Jjjii .^>1 j^jBMJ Career ^ ^j^jii 3 u>3^ iyis^2005 4JL^ ^ ^ <■*> . 

4-cjil l/'^j c3 s-^ 2 -^ 3*-^ y^y a^-lj l 3 p p'y — ijy\j Jb\J* jy^^ l)^^j O^iJp ^jS^j 

^-c*oiJ I (_J^Jl oJj>- 1 jJ ^jL^pIj ^c_* jyd'^ 13 • *^‘ >r y?~“j 


y**H\ ^Neurology 


^ I3j .... ^ypy 4 jI ^U^P L«j £cJ»I (Jj-wwJl 3*-^ jLiJp J*)^>- (j cj^J ^e-^^e-y^Jl <Lc^*jaJ| 0^ 


©^^3 ^31 j j? y y y\ !!!! 


L A ^cJj (j^>-|^>r Jjp 4»lSj .... ^LL?^! \jg, % ^d A j fjy~ C_3 jOC 4 yX£- 


ULu 





c-^s ^ yy£ y-£ Li L5^' Jr* - • • • • i j!L^>*^l} . , , , iApl^J ^Jl^J J^jU-I *jp IjjLy^ 

jUip /^ j! oj^S /^ JlL« ^jL^p'yi c-Js* 3 ^LJ^p .... < j^g>dil <3 

^U^jJl Lj jjL^l yiyd' , 


yyd\ 


A^-\yr $,\db\ ^P-^J 4 ^LjJI 4jl?lJl ^Li?ij c_jL^P^I ‘k>-\yr ?.L !b\ ^jP yy*d\ 3^^ <3 cijj-^ 4 |j_& 


\j^ L L^2P i ^ I l— ^ ^ ip - 1? <? $ ^ <,1^? *& A I I A^^ ^JlaI^ 4«*3 4^T a,!'? i I d^ lj)^J 4«<»c*<\3 Ij iAJ I A ^ c ^ 1— iJ I Am£* 

J^s>\j A^_JC* (3 jjfc 4j>c_*^Jl. 


rill £.131 4jt*3s-iJ (^plAlj^lj 4»Jp <*_3*3l ^jSsJj ^l3l 


£W? Jjtldj Jjlp jJ ^»j3! <jAjJJ JlB^I ^lp jt-^J Sj-£^rlj 3*-L?J3 4»*3i OJ^j>rlj J-^r jlS'L* ^13; *3 loJliil <^-jdl 

o;}jj3 3 yP^y^ 3^* 


4j3*)U oIAj \jT. 



41* !j|^?rs»j jitiil (_£ j d^ 333.2 3 ^3- l/^J C-Jl 3 j3 oUt3-I 3 |» •& a :.l ( j^‘^ J> “ 

IjilJAj 


JjJl 3 0*^-Aj1j lAJ IjAlPjAS"" 3j 3 41>- ^ 3li? cpL^P^Ij ©j\-3 3aJ| J 2j53 4J33 3“-* <— ?Ly2P^lj .... 41* 


<j\*Ji 3 iJ^-^ a->Ip3j ^* 3 ^ 3 jLi*i c_~3? 3^3 cy* *3. j*3j 3’ , ^ J> ~ 333 (3hA^ ^1 333s 

3^ 3 ^33 j3A . 

* IA?t J3 4liL3L^- 3 .•» ^ tf <) A>- (^1 <A?3-3-l^ .... CP l .>,<? P 1 ^-* 3 Af^S^ (_£^3 

f>Ji oUJiPolysomnography 

* ^ L * aJ I 4i^^* <\J 3- ^yi* 33? aj li*J I 3 4 ^^* U S tr 0 k^C ^Jlaai) ^ 3 331p"^ L& yyj*" ^3 4^- 4jd? LJ I ^\yi ^ * 4 ". ® ^ l) ' y 

Maysthenia & Guillan Barre & ALS 

• (j^Loj J yjA '-J^* L i jp-\j>r Lc $.L3^|I Jl$3 jUjp^ a3 ^ 4 < 3 33-3 


oLv?^>e-<2Jlj 33 1 j U 3 I &j3 g.i ^JS** 0 ^ oLJlSCil o^>r o33 a 3 ^c_* 3y^j3j. 


• 4^iLjJ| ^Jl3lwww« 3 j .jwL^Jlj t_ - U iu cpL^p'yi C_3? loL^^iA 4 j*)3 3H 3jLAw« jjfej J^2^ 3 -^-3r ^y2->^2^- ^j3l 


33& 4-^jjj jJ a 3 ^ g dJ ij^! ^3 j 3 3^ .... ^j3l ^ w^j (jol ^juojtll Jjb ^w*ui3l -311 


lsu^i Headache ^Epilepsy ^Neuropathy jLi Lup ^ujJi «SL- uf 


LlJLp IjjJ-j 4^-^! 3 ^-^bx>s»j 4? •••• ^Lil ^SwJlj lg*ygllj e-JLftil. 


^JjjjJjj lg flS AJL« Ap^*-w*Jl 3 dJ-*^ 9 jJ ajtl£ <U3 jjL^wJl j* 


cJaJ! 


<jyjL^- ... i)y£ .... LaIA^j ^ji>g yg ^- . . . . claLoJS"* 

,j^ 

*U*ty JJJbUj J>. ^U! JT. 


<y i 

jLxJi Stigma oajlL a^sCu .1 aJSsJi j^>- JjjJi ^ 3 a-Lj-^ o*yuL«j oy^ ^_~xSj ^l*ji ^1p aj_&j 
oij^ sjp ^ aU- cjatt o^Ji ^SbiChanging the mind ^Ug'yi aJL) ^L»! 0^ ,/3-a^rlt ZjyP jbJulp 

3 a^tj^aJ . . . eJ-L^i y* e A j ^ 1 *^ ^ ©*!_& ^l*Ji Lull ^*>13 ^i^p p 

a ,/3 .p^Vi ,/^rl' ya ^Jl?»sj 4 (J^U^JlJl^Lig'yL 

JgjLs . . . ^yi y jj bj 'y Ajj^l ^_»/glj (_£y ^gg>c-jLJ IjJ . . . lj_& 


;yii: 


1 - aJLS"" ^JL gr 1 j^>- A^ c_^r L« A-j yJl JjjJl .... ^JQgj t, Jlj dJlj ^y* iS y 1 ^ <w3L*_bg| c_3L*_bgi y? j3 

^jPwL>- pV a1?Lww^j 

2 

- ^p y 2 ^p£ - ^JU .... (Jj^aJlj tjjy eJ -5 £gTjJ li AjUJ eia^bp <-pb ^ 3 eJ-^ ^g -flJ l)I 

^SwJij \ 99 .p ii aJU-i 3 


3 “ ii-Up J-Jl (J 1 ^*’ ( *— ' J>tL irl JJlECT (l)^jaill]l ^Ixj ^r 4 d c 3 ytX>- Aj^bd llj IjJjLP clalgT*!)bjJl O^j 
4- fUai igp-i s^i .... a^va^-sJi 3 JUaiji Vj LS ^\ cJaJi schizophrenia ^>Ji" J5J1 3 y^j 


aJ^U; 

AJf li A«y?>g.JLll L«1 A^yg-^dJi 3 c/^J t^iiSsjiJ JJL*Jl {‘UiDISSOCATION i y* ^J^ji 05 j\aA? 

&■ 

Hyde & Jackie 

5” ^ ‘ jJ ( J^kJ<Jl (3 1j^>J *^^-3 JwU ( JjJl *LpyjJl t •• jl 

sL^yi ij^’j *^r~\ M j* J^ 4 in^ADHD -b-jJi ^ysy^Autisni cioyi i_Jsc i]ji~Jij 


cJu»*!AJ (jyjL«ji.!j aJ IS^p ^*jlz]\ t kil jjJiJlj jjJiJl (3 

^j-4 ?.IJj A-^^JL^r I JS^Llib JjLd! c_JgJl l Lg>-j LpLa jA?1j5sjJ| .... <jyJL^«JJ 

^PjJiJ! i ^ m jl^]\ l^rLiJl ( j-£ Aj^ < JfcjJl (J, 'j ijry. AI*^ L^3 jj-<jjd.l < (jyg’rjjJl UIH 4^*^-*-^ 

<jry>j^r I (j j^>^i j*2-* 3 aJ^ j^2^ ^ ^‘^ >r ( *-' J> J (j aL>^p JUt !Ji*j 3 lgfl9 ^jSXa! 

aS\j13-Ij a^»L*J|^ . 

6“ W/^J aSsjI^Ij A^iLjJI CjI jjL) Aj>e_*^Jl fijljj ^ -aL) .... Ajl^L^-I 3 Aj>e_*^Jl fijljj (3 AoJjtJ 

Ajl^L^-I 3 a! A^^>L*Jl 3 l ‘A gr^jj l)Lo*^I 3 <A1aIJJ1j Ajl^U^ (. -jIj (J^l/^ (_£ jiijl lo Li ^aJ^Lu»j* 


Ajl^L^-I 3 jlkll 3 <j\~O^J Aj^l3rl 3 a! ^j^-J l)|^ 1>- 3 U2-^} > r <1 '^ 


^ dQ A^rjU* 1 a^Lp ^*3 O Lj^ l3r L ^jo \jj\jji y* Jj?-i 3 ^ 
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O L ^oJ <U9 <U*i 1*^- 


U\j 

<L3 jjJJl JjLi Jj^O *Aju U 0yP2- <Ua^) ^3 £Ujs 


t^ila U AA*J ^JU Ja?- 
UjIj 


i_£ 4g<»Jj --.'jij 0.5 jA^a^xJl ^ 0j~^ Oljlo^jl {jAp- JUl jjJJl Jjbi Jju U eyA>" 


c£jl <fcu*3 oSj) ^ 




Lw^b" 


jA*qs>xA\ s.jJjt »>Aj Jjbiil jj£>jJ Juil jJiJLft <U*i Ju a u 'J^r cIjs 


i£P- 


bi 


Lv^OLvO 


l 3 <u« I jiJj obS” i*br j>^ 3 ^bpu* ji^a <U3 

dJL-jiy i^JL*jsi j»-Uj ^jSs^a jj~al\ 


JlSCa jl < ^e J u z ~j> j£^S\$ J*s> jjlp J' J*A jjJJl UJ? j-j 

cTO^ 




<U3 C3jJl j-Jij ^ j ~£ 3 c^’ji c^' jA j^a j5~^ ^jobJ 4~*«-Jb 




uu 

^ 1^3 ^JLjcj j£\a1 ^*^j\jt jiw* jjJLlt JjLSi ^*-UsJ j^lPj) 

t^ljl j»j j*— *3 1^-9 J2>y$\jt> Jjjjljjjjl ijj <bc«l^- j£oJ Obt«l^- ^ J**3 

SjSOiJl cp La -^La JxuiJ 

jLa A^-1j^U1 j*J <U3 j^Ssj .jSCoJ 4.JVJ cJJjLi jLa 


<U^a 4^-1?- cJS^Ls Ul 


(J Lwil! ^a jS5 1 4 jI J«^ a <Ul 


j' 

rheumatology &rehabilitation 
jf medicine of orthopedics 
jf medicine of musculoskeletal diseases 
Ji ja s-yr j* SjLp rehabilitation 

»L?-i J-abJlj ^gjuJaJ' L r Jail jpso 

( s-LbSl <UUJl <bbLJl tUaPlj eJaJl iLlS* 

i b J-jAbJlj ^yuJall cJaJl 3 c^JaJl ■ 

^yuJaJl ^j 3 l& J L&a J^aUJlj ^yuJait ^*A*h\ OLi^- ^by 

43l^tJlj ^ V A£- 

<Lu*aJ| y*jb .XPL^woJl 
0*>Ua*)lj oUaP^Jl j^oj 
jl^Jl J^bUl 

oUspS?' Jp\yA$ J-bU' J-*b 

1 - 

^ 0Uj Sjfirjj* j*j 4^wa!t fljljj ^ i£jfi <3jyt» j a~a?iA\ J-Abj fjs^JD *Mb bl 

J^Abllj c£^b& jA 


oLap^Ij £u«Jl 
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^jJlajijJl Jj^i: <LS^)l j^JaJl J^Liwa Jia ^LaAqJ' jl^Jl ^ J^ J-wJ jAj 

apUJi ^lyi Uajij £ji cs/aJ' diseass auto immune Ji* 

S-lj^Jl i»bjJlaj)jJl 

J-AbJl ^IsJl : La ^jbxJU 1<A^- Jl^wa yAj JaJ ' (wJaJtj 

dJUi j-Pj oLop^M ObU^I j J-UJl Jia < Ly ^a*)t 0 *ib- Jm^U La <d*Ji ^la»a 


Urology 


Nature of the work 

A urologist, also known as a genitourinary surgeon, manages congenital and 
acquired conditions of the genitourinary system and contiguous structures 
including the adrenal gland. These conditions extend from the fetus to the 
elderly, and may be benign or malignant. A urologist has comprehensive 
knowledge of these disorders and the patients in whom they occur. This 
specialist is skilled in medical and open surgical therapy of these conditions as 


well as endoscopic, percutaneous, and other minimally invasive methods 


urologist point of view 

i am a urologist more than 15 yrs experience , it’s an interesting specialty but if 
u worked in a good and well equiped hospital so most of updaed instruments 
would be available ;but if small hospitals iam sorry to tell you it will be a very 
bad specialty 


icu 


oLjlJlj oljJl 


IftfcLP JlS* . . 


X? S'-s^ 3 * J-® • • Xj S''*’"* 5 jA jA Ja 




^Ul ^Jl^Liail .. c£'j' UaJI C j Uj .. Cjj^-U *b J 

j^l J?ldJ <^1 jz> US ' (^bxsJ dJUl j^r- . . fl*bU y\s> jJ SjS^Jl <oU*)l jAapu 

(wJaii 'j5ru siJUL?- ^ <u3 


C-SjJl JS" 0*i . . <uIp 4A J5* 0*i . . dJb*~*0j dJbbt-plj 01 ^^—Jl 

C-Jjbj <0U*LI <Uoj^JlA oJUL?- ^ ^1 


^3 dJb-U (> ^4 j (( £bj )) . . ^-b- <U3 jJ ii j t u gpcbS 

u3lj«Aj*ilj jjJa^xJl ^yu .. cAyja.) 01- • Jl 01 ^^ycaj . . aJU- OLiU -«1 <U3 (Jyjaj 01- .- 
. Usy 24 OLdJLi aA^ oJUj-b" 0*i ^aQ a ^wOI ( ,J oJLjl fllyca flij . . U 

^jJlj 1 ? 0r° 


AJjJlj AmmjsJIj <Ly&JJlj dJljjj ( JjT oJUI^AmjIa <uL*)l ^fi.gyxj . . 


.. CJy^ 0L*Jl d£"La jiLa jl .. <3jlP jJ .. l£jA*j <APl3 CJU Jjb ^Ispula 
i^APxj jb'j^l 4~ai>3 .. AmJ&j OUjJbta 


4bxJ dJLa J*b <db- JS' 0*^ ^*Jjw b ^Sj <iJl£lO JjUcj 


^9 .. APLo dli-P Ja**2 {£*** . . 4*5^ ^9 JjJslj jJL*ll <Ub*Jl .. ^^-P2 
4&I <W^-j ^ I jAisjl jjlj^JlP JQl j^uUil jfij ^*^2 


^JUaJ diw ojJia^Jlj . . L£jj*}\j dJLip JS' <ub*Jl ^ CJ1 . . 


dJlib- iibjLo jiwa .. dJLJlsjjjl dJLJlp JjLo 


0) < jt.Ua..;Lfl <uU-jil J^Lb Obfcb^il Jc ^ dJL»jb ( *Jaiia ^iLo . . 


4pIm 0 24 Ji 


dJbbib^Ji SJ&cj ISj'j .. pjj\ Jjk I^j9 JlijP ftyj JJbxjj OlPbil 


JLauo^I ^LJhJ' j* JfijP ^J>'% cijJl j*JtS ^-*>1^ JLp ^ JU«i JLi 

jU^£- 'jjA idbto , JJl ^jbJl ojU]1 &j£j UJ . . AJLJL^jl ^9 CJI ji ^L> b 

4jLaj jl .. 0l?6i9*)U j^Jsi 


.. ^£*9 £J j>3 .. OlPLJl .. aL^Ijs^ 20 JjwJOy 

* pU £0 ^ 


Lw«^ ^gJUL jaiU <u9j .. JbtilP j^uo 0*>\j' ^giUL ,Jjl oljJl 01 ^La)1j 


^9 .. jjasw ^9 OU^u jJ^£ .. SjS^dl <UU*Jl jfiu&xj 


dr* ^ •• j-^ v j*i* ^ 

il9 j^wOJ ®ljA , , 3 OjUsjj . . AjL^JCj &j£j ^»j*i . . <lU^U<J OL^P 6^ { jO~OS>d\ t^PxZ) 
JfcAitJ OlOUP' . . d yS* ^j£a*AJ 


OJLw ^m)j^jU JS' <U9 c-ijJl OJLU' ^-boU . . <tL^jJ t^iLo j&jJU ^a.a^j 


i£jA& 1 ij^jjl CJl .. J^- ^ji^SsJla jjsSi ^Lj'La .. <U9 Oj Jj <UjO> <U9 C«a<A9 ji ^JUil 

dJ L Jljy -ill JT OlSCjl 3 i COlj . . J^ U wJl COlj . . ^gA. t , - ..«w»JJ 
^ »t?- Uj 01 ffjcj) . . OLp ®L?“ jJLtf oJLll Ljj Jju OjSo CJl ^jcj! . . ^1 JjwOI 


dJLLA^?b <uUp <w>jU dJL>l c3ytj 


Ij3 JJl CJI ol.. ^13 ^y JJl CJI 


OU&4^cil . . 4^-l^- CJj^j viJLldj . . 


t$ i yuqixd\ ^ <da«y jLS" JS * ^ju . . diyL?w dJLplAoAyl ^ 

s^JIjLj^- ^ j)lS 100 . . 


. . cJU^S'i Ji j> <uJ A**ai>xJi]\ yU-Uajlj Ur?? |%Jtyl . . jUa«?»b ^tue&c . Jl oi 

<UL*Jl Jb L ajJ ASjJlJ U! 3 1 jj^Jl . . OljJl 4Ay2Jb"tUo1 o- AJlS" Ul J3l 


Ojj?"- 1 <UjJbt« 

4jl J»<>jcy C»Jl J ~»Aaj ^J&u» 4jLP jjsSi . . 

I J«fcX& f)V 

CJj .. 4JlP OUlSCal . . t£jjj iJb*o 

. . -UP fijl JLidJS'j* 


dJbuLj <U3 J-oSsjIa ' jA slb'LJ <ulp dJLL^ulft Jl 


. . jA^xJb 1*1?- jb" J$ <& *U^Jl Uii ids' OS jj» I ^1 . . Ajlgjl **3l 

Jl^tJl dJbj^J .. APl3 j^AjJ APLo 24 Jl JjJ? 




clinical pathology 


OUa-^td ^*JLa os jO^apcA I 

1 • 4>° ft eft"- U eft eft* 5 eft ft' j^ft' j' e^jft“ftft' 

JiLeukaemia e--*-^! ^aj a?>sJ' JJjj \^\y\j Lw*ii Liajfj dJUi <oLi Uj 


jtf^agxdi IjlA ^ 


2...JU jLteU Ji} bjs£Ji jl micro organisms Jydi iuLS} 

'ft jL^- 1 j-« j' j'j* j' J_>> j' ^ <J\ ^ 


, v' 1 L j 1 1 ^ ^ b j S^J I 1 


3 . . .Oj-a^gJlj JL^3l djjS^OljL^-l <0 j&&£ iu^Jl 


4.. . ji jUl <UmP ^9 ^3L*mS'1 <LjLSj OlJLjjkJb Lu»Lu»i ^jGcskj ,.--} 

_.J“jj 1.ia LUJi OLoljjJl . ..Utf 

1.. Jaii jAj*i' Ax«br ^ *ih j a+ 0 ?d\ IJla ^ 4«jJbi Jbr -jd 

2.. a^ajl aJUjJlj SljjsToJlj ja^UJl 

3.. ^jjaaj /px^oi ^jbxJl Jl j3LmJ j <U *~p ijlSaj^Jl <ULajJlU 

J* Ol ..I ? *£pu C*jl 4 moIjJJJ <Um*JU 

- t . . . Im) u 

1.. OLUjJ' ^ ,.«£*]' Jajuailj jJjsJl ^ iLu jO^a&u 

<LblJl OLtf-itf ?xJ ^9 jf <u1 aJLa?- J>jU< jLpj oU oLpj I^IS'LLoj 

Jl Jj>u Laj JJ SiLaJl ^ Aiajjilj l^AS'LLdj OjJoLuJl Cj*A^UsJ|j 

JaJj^ j»P J^juJlj l«t^- CJlj jJoLa J*aUsJl 

lAJs^WJ 4 _ma 51 ilj3l ^ilJ J Ji 


IglasJiJj 0JU^-1 \ji UJ . . OLl£ UJ <^3 Uxmj jiw« OL*)' yjo. . 

OlO 1 Ola OLP^J s-jUA ^3 <US* £lai ^-jj Oj3 OJLUOi 01 jS- 03 

OJUbui ^3 jSj> bjJi). .03 j ijil *$j Jai£ Oj^I jl Jai£ <U^O> jl <u)b3 OJbl CJ1 

dJb'j gb&xzjj i^ w a a OLa*£5*s01 -j ^UJ ^Jlb ^Uj 41)1 s-Li 01 <y b- -j 

f&rje! c^' 5 i* ^>lA? 


2.. Oo?- i*b- y* b^i« 

01 jA-il ^Js- (%-fcjs^ J* J3lj^- 1jl<422x ? J J-a*Jl tljal O' Oo?- j^aj^Jl J-a^Jl. . .1 

100 J3b- J-apuj Ju>*«Jl L, w .Jg *}bU3 j*Jj)3 Jb-i Jb-O* J-«^«Jl % + 

300 % 4 ^?bx Jl JJbcJl jss^ 04 ... % 300 + % 75 Jlp I^JU^ jasilaJl lal 

<Ua J^juJl 03 Jij S^ajJlj £t?Jl J ^jPwaJl ^j-alOlj t£iUfi«3*i1 ^*A*Jlj 


\jijfir ijja . Jlj ^U)' J- 9 J^- 5 J^Jl...o 

bca 1 jPtZAJ 010^- IjJ j ^Jfej <uU- 

jtf^agxOl iJlA ^Lia^l Sill 4JLk^ JjlJl Ji^ Sjb^a jjLJl j^j3 ...^ 


^Js^' W'j 

1 • 0- 9 j^' olW' s-^'j fjM ^ Oj«b but? 

^JaO jajLU Q- - .U ^LaUj O' y> jZ*S> s.'Ja’il 


2... lg*9 J*«Ip ^4^3 J&- Ij JS' OLPjJl aAa a^-Ijsa dJLil L^uii > Xku>w9 dj£j 

<Ul . .aJUjc <ulj <b)b- JLaII i t*~.3 JLaU s-iji y^SCjj yJaJl ^ dJUJl^jj 

4.^.iig<>ll dJblj . . . 

<UP .Aa- jJj Ida ^ A^jS* OUjLw J-pjl ^ OjA3 JjS"i <iAgJl 

<U*b"Jl c^tJj ^yry> LI jL^^uol 


C A n;UU J jjVI A_2kl^2k ^jc. <j£-A^a 

c$11*>U^I Jlp OLJaJU Jl^o c~J Ob-1y>Jl jTjb ^ l$iU>.... A^\yr 
ffja Jj ' Oji'lSi j>-Lj ^.lJI oil? ^a ^jjl aJUp Jil S3 (jj jg.gpxj \~pj~a?- 

<uUjJI Jl 1»A^- o^3 ^-sPLo ^xPLo Jr® j-S"i Ol^-ladl ^9 AiUJs ^L jsS"i 

Ji ^ apL- 12 A^-bcomando or bronchogenic carcinoma _ c^-j Li 

Ab! $.L^) JI i3L& AjLJ Ja*-I ( jSwj L3 La Oli*^ aJ A~Jj ^j*j jL«a^l ^ 9»La »LgJuJl 

jA SjPrjja jiwfl J^Ull 9ij d1j<#1 A^-lyf <^l IflJlSg-a jl ^*Jj A«9jJi d^ ^J\£S\ ^JU 

a^LP ^9 AajL^JIj la»by jijjyL-a l»Lf j^- "3 ^lx< aJUjJI J«9 JL*Jl u3jJLj 

Ji ^9 a-J o*ib- Aa-i^Ji J^»xj ^Ui o*ibJi ^jLj jS3 ^.lp ^ j 4d?uearly 
stage 


j sill aJojIj ^ s-Ua p*^ 1 OAPj 01 Ajw ^^iil jP Upj ^jOsj^Jl IJa eu. - .S' JjiJ 

dJlpUil l-® Jj*i!>-^' j ^t^Jl OJUaal ^1 u-^-Jl j cJa 3 UJ APjJl IJA 

<U^M CUdjil J^jij ^ r • j jA^WxsJlj 

Ol&yft 0I4J6 J 1*bl?s^ OjTl 01 lAftbr cjjb- *Ull 

j ^j-Oj^Jl UL^-1 aa^j j C-3j3l ^Jajca ALkP JJIaj e.~Jg jj» liUi j 

c£*buJl ( Jl^J ApJbx* ^*Ia) L^Jajljij *_^1 j Aila*>U « U^ O Oljiiil j£aj 01 01 e*A-l 

<cu«^l ^Jjl 

bib JyL j i&l- cJls US' 

jtf^agxOl j^s jjJibuJl j jJa^wJl ^jP IjJaxjI 

4jjiSfl Or® L^l ^j'- 5 jt £ (*-^ J*ip jA &L*»J 

Ails' 4 gtr^'j (*— WjJjijs*j- 

liJaJ Ij^s^j lb 1 a L»jj j&jydS j^.'a'i aJIp AjiljS^-l A&jJaj 01 jb^xOl 0*^ ^3 jAj 
A j^JjjjjiJl J?jjJJl j^w? $.UaP ' 1 J^Pj AjL^mS' s-libj ^.w^OU <U1aJ1 aJuJI jlyiuol j^ajj 
IaJajj aJUaJi C*?u Olip*ils?-^l ja 1-bf t^AJl j^Sjl tijuJaJl. 


klPjJl 5*b-j J-Wjjj • .Ajj-aJ' jiOAaJl A-*^r flP j-JjSL* ji?l> jySjJl OSjjj AjUJI ^ 


XJUp <u*)Lo sUfci oJjklP J^ULo .OLa 01 ajS^oJl 

01 Uajl Jijj j .Ijji IgJ ig »U a J l J£\JL« ^ OLiJOi^wdl 

ibtj^l 01 diii JJjJlj Oj*)l ^g ja .^a 1«A^- ^ijj^ j-A« ^ jjJ^xsJl eJ? 

43jliSf' jJ*bxsJl tLlgl c->J)>-L jSy j~£j» Oj^J 01 2004 £ jj5 s-LkSl ^jAJI 

Jb dSJ&tfi <LJs> OLiJ0i~waj jSl y> ^3 jS^sj ^3yjl IJA 01 <U^JL«Jl OjaIIj 

Oliaibtjl J&u.j 

Jl^Jl Jljk jj^bxOl j*ip LjjiJ eJllaJli . .<L0jjJl 1JL? J^ULoJl j 

s-Ligl Oljl£* J-«Lca c£' £jiJl iJL^i J^-1j jLw*^1 ^3j 

4313*^1 OUpj^-< Jl (wjjjJ J^Lw jl jjJbtJl. 

J A 4>* : 

(Jj c. « «;lg)l OJJi 

jjkLxOl J ^jS , a yu ^»l*Jl y ■ lg 1 1 <L*>1 j 3 J-ftS" 1 (CmWU ^djl (J^^iwdl) bll 

*^*^1 diljj (3j3? J SjS^Jl 4jlPjJb 0j~* J <L1j3 <0 0) US' (LA ^9 ./?•*■" a jA 

lAj^? ^9 (*iC*0l jJjS^wJl Uajf j^Aj 

4»)b- 4*>Lo j 4^-1j^Jl j jjA?«JLJ t &U gJ j <L?-1j^Jl JJj ^ySJj^Jl Uajf J jL ~j» <U1 

<L?-1j^Jl ^LjJ 49Jj 


^jpJ' 0^L3 ^1 JpjjA^S 43l9'j Ojji ^£Jj& j^ApxO' <w~ J p Code 

blue ojSTfJl U*)' JIp J^l&l J'yWj 


^^sp- jJajj^Jl iiy *^J 'Ajilib jP"Tj OLUjJI 4£l3 J-tfJ Jj' jj^b-sill s- ~J p 

4-31 ^ Oj.Xj jjJp-J c£' jj^4 SJ^-'j <UL3^ 

'*XP Lg^d 5 . jA OL-lgJt!' AfjP ( ^3 <U^Pj ^j^Z^gJl JpLSPsJ' jA jJtApxO' s- ~»J p J-gP 

dJLJj^3 j~*> ^*A1p' ^ s- &j£j O' j i ap-'j^J' 

4aa J^UsAJ aaAspx^J' jJp'j^' 

JJj "^Jl" Aaap- ji j-IpmJU ji2jj^J' ^yip- kL£ oi3j-i jJobxOi owJp jj3 O' OjjO^' jX fc ac 

aJj^Ip AmOjI^a j 4mo'j3 . 43'i «Ap- ^3 . ' 'dA Lg. ‘ .J . JsA3 . A^P-'j^sJ' <uLg^J' 

cA^Pt* ^ Ajuo'j <LJp AilO' OjlgPxj <^dJ' s-Up^M A*pIp- <L£ji ^tepiJ ydpxO' c^jJp <U^a 
*^ji 4 >° ,OLL*Jl ^ jJb jOrr^ OjSo ^ 

\3jjaP — »3^asJ| ) y~p- — A^jjJ' gj*-* — AjUJU 'j j~P Oj^J O' Jli^oJ' 'dA ^ t j6** flPxO' 

.Ob' .Ob' j A.A'sxJj ' t^j3 — Ajl^uo' j' JUa' Oj«b oUaP*i' 3jb — dp- ^ ' 

J^i f *yrj <r*j* jA*i\ Aj'jJ' .jJjP^V' JA Ji' dUb jA-p^' 


£tJl jiig..ig^* 1 ') 

j 5.U9I j^lJl JS* ^ J-^wj JjuiJl 0 JpI^-^U uUj UL?-I 

LijJl ^ <db- 

<UmwJj ^jfl Jl ^.di / j Jy^ jUa^-L: 

jj*bdl 

djS^Jl <uUaI 1 




J^ljdl <b- 1 j^dl 


f»uJi jj^di general anesthesia 

<b- 1 j^d <L>jAiadl c Jj^dl lAS> <Ub- ^ d cS "*~3 

<b-lj^Jl OLUa~a L. . * ^ - Jj^dl Jj^ju j^.bdl uJ? ^Sv^cjj . Ojdl J-i U ^ 


^Lji ji^di regional anesthesia 

j' dJjj iii L^ij j^jdl JLjj l A-Ldl <Jj?u d-y» j- 9 jj-bxJ jAj 


Jpjy^S <LPj ) LJUaJI ^ jJl dJjii? 4jLib>' Olojaa ^k*j ) 


jAj • 

— Ajj^iaJl OljiiJl <L£b» Sjjb JJLJl ^3 j*bL«Jl jib- jAj : ^.la.g] 1 j^bxall 

^^Ip jjP <Uilj <b-lj^- c-'j^J j^.^flj jAj ( j*Jj^ jjP g'j^| ) jjJbcJl C»?*? 

aJLLJI jkJt Ji-I 

— &j£j J$j i <dJ Jj ^pUjJI JjLJI Jb-Jb 4a^J : HbrJl Jjg>- jjJ&d\ 

4iJA. <b-lj^Jl i_.w^y OU^mwoj <Oj*La) 1 jl Ajj^iail Oljiiil j-j Jj^-jJl 

. H-I^Jl *bu j-^HU kibrJl Jj^- 43l~w«Jl ^3 SjJaS3 iJjSj £«?- H-lj^Jl J* 

Ha .La £uhi OLlgjJi jj^*J ^3 

— oL^pS?' jLa^-j (^ yiajail jjJbtsJl : 4 Pj^*l* jl ) (w w a*)l jjJbixj 

HLiLoJl jjJbtsJl (3jk j* jAj 4 j!a ;.a (>...>Ati jp ( oUaP*ii 


4JJ4J1 sedation 

j^H3 b i a 4*3 jiajj^Jl Ji&sxjj kdj^Jl j-Pj Oj^aaJI OLUaU a .^ jA 

JjjjkJl jjj^xaJ IjAb- <>_■.. Jail j j>j' cA3j? j* j^waj 


^1 ibJbw pain management 

Ob-^btU 4^>^ cu »w»Jl j^Pj 4aaj^jl 0*ib- ^3 ?la$Jl jjJb&all ^JlP Lag? 

4l?-lj* ^ Jlkj-Jl 4j J- Jl fc J' 


j jjJbsJl : 

Lj 4XW O jA U~3 £^0-« C^Jlj J-a^ J-® 

<Ua 


OLUaJI jjIoj ^ SjjJ^Jl J«alj*Jl ^aj s-JaJ' y jjksJl 4juj~a AijJ^tJl ^UJl jj» j^bxill 

iwJaJt ^ 


5 .U 9 I iJb^ 3jiU OLjjJl 0*^1^- 


jj 4jjj& flj i^sSi ) < ji*(?»il' a] jib La ^r*^S- ^jgu &s*c\\ ^s> Jusl ( Jjui)b ^JLa) 


La ) J jAXA <u«^aj OL|g«,<g?xJ' cA^bt* S-LJ^I JS* j UlS^a ^3 OjAira jO^afixJ jA 
ydl <w«Ja]l flLbL&u La tlJp’il 4jliij <Ujj3 ) 

L)*i ^ jA j j~OJ> J>b j-ojT J-i r .^wa 




Jjc 




J4i jH js*^' J JS!^' £* y-^ js^ J* J '^f a y yj^' 

oUflPl ijjJ j £J»L£> dJj'j' Ij3 ibiJl ^3 ^3»L &A <ULyJl j AjjJo AjjJo + j j^-l j*J <tJUJl <UsJl 
4jjjj uj ...yi 


lil j Ujjy ^ JJuJiJ ja-^J (^JljjJl 3 £jb»U J«**Jl 

(JjJj j JjjjJaJl 0*bxJl 


OlT« jj» <£j?: Qj~>> l£< 0 ) SL?- Ju>^u»wjj ia.Ja.u (Jjlt'j JaJ > ’ja jS> dj£j olOJ jk- J 

|jUL« JjJj ^jiwa di JT UJ? jSsJ < Ly *a*Jl Jg j aQaJl J-o^tsJiUjcuO fl*LP <Uacw ^ OlSCgJ 

^gA«J --•-'( JjsSjJl 01 Ulj ^jrff jXfiJU OUT 1 JjUUJl 

^U) jA <Ujl«j ijj jZ*a (Jj 3 Jj» 1 *Uj APU) ^^fcuJl jJu^ jAj jSjp- (dl* — 

volcano ) 


OJUi Ujc jS\ J^- <UjULa 4 jUJ1 ^ 


*+ 3^3 ji*Uxs)i: 


cr 


c^>-b jsfc. JLi Oj^OJl j j^bJ' Jp jjUj ^Ul 


U »U- ^1 t£iUJi ijijdl jtfijj J^jJl frbpl 


jjJs* sill jZ> Jl j <djifcy ^1 ^ ®J ijjj*-* J 43bwaJ' 

jj~a jJaj^oJl cAj^oj l*U- J»«U*£* ^'Aa^I J l j w 2 ^ 3' j ^jA^a^xsJl U dJljj^fl 


SLi?UuJlj i.,. JaJ 1 Jfi jcj JUuj l^d <dlj djjk^- l. J .JLa 

<uLa «» r JjcJl j^oj c^J ij'j s-^> lla^xJlj 

Jjc jl s-UjI s-c£j^ Ui.UA AJUij^flj Aj j J w aJ'j dJJjl lf § <ulA cA^'j* 9 4JLbUu jj*UxJl 

JjJliLUl j^UisJ ^ c3 j * £ & JLl dJbA) ^1 SdJlj jj^UUJl 

£>Us)l ^3 (J5j^Ah ^a lAj*A c£) ‘U^aJl jl^UUa 

^ i^ if^ ^La U^o U ^ i 1 

flilA aXaS* 4*~J? 

<U« OjJlia^jl ( Ukrtil a ji^vJ aaIpU- ^ySjj^JJ j j£j J3 ij <L*ji i ^^JaJLl ij*u 

d^A d~> Uukil ^jJl UL?-I Jjia*» Jil Jl (j-^lj^Jl) aL^SM j* A%>jJ' jia* J| 

<j:j«b Jl jji <uJIa s.Ua^-’il Jj^jj ^1 *Ua3 jmA y X*a£. 


AALvx^Jl Ol.|g.|g?UJ' ^a $.tj*£%jl j djjUo*il : 


<d ijjjjdJ dJijji jjkUxsJl Ol$.US* ^3jj AAL^j jiaj OilAl ^J\ ^U?xJ <U£*Jl Ada 


£a OLU*)i Objl/' JS' <U2lP ^Lp <uSl OlaJjLa jj^ jfup^c^S <UbjJp <^3 jiaJl il*j jij 
j^^Ji ypT jaunty t^s ^Jb <lLwoj 3 <L-*Jb <u^I <Ug>oj <tjy ^ij 

yftj ^j^Jl '*b* y® ObiJl *$\ 4-lgjJl ^3 ^_£a jjgx* <bl y*?- ^3 \j S S Ul-a i>-b 

cPbgx* . ^3 Lpj~oya jjpsj 01 <uU3 ,OL3j jl ObiPUaa ^1 l 3\J&«J| <blgj y*T ^3 Jwa^x^a 
djij>J j*^a 013 diijJ yJgtxJl ^a JiT Olftp L ja^J <blji <dj OLa^agxJl 

c£*t«j ^Jbdl ^3 s-lji J^j j»-b 01 Uajl <Jj*^ 3 4^-jg*Jl 0*ib>Jl eJg ^3 s-Lbl 

.OJUij <UP ^Jla <Ua^a^xjj ^£sg*j j^Ia^a ^3 fljJbj <dplij 

OLU*Jl 43yd J-al£” 

yjb lal ,Ja£3 0*bjb Siyrj-aJl ObiJOl~wJl ^ c£j~*> 4^-La j*P OlJl^a^l j 

^»Jjd Ojl^il l£j OJ^tJ O' Jj*A 3 ,OUl^a) 4jj *)bj ^JLJi C^u j ,^\3% OLiLic^wJl 
®Lg- ^3 bjl^ <UP U-a { j&~GS*a 0 yJgxOl i_..-.Jg jjJj yfi*j Jj lay^iJ 

63 j jAij* tS^ »bP ygyjl 4 ?-j3j .bJgxO O'iLp <jy£3l <U^J0aJ'j .ySJjdl 

br 9 

JjJgLaJj jlS^a ya j^S ' ^ AxxJlj pPj aLoJU *i tu-Jg 01 UJp b3U ^ib^b J^dlj 

.AJL&U^a y*abj <Ui-;P <0011 $.1jj Ljuo <bibgba 

j**$\ Sjykg- Jsi3 bSfcbP jjobxOl Cbgu y> jUJbb <U3 1JJ ^b *^1 Sj^y Uj 

OJii yp yJl Objlj^AJ L3*>b' ^ Jgbjgxil 


j j£Lj OL*)l ^ky ^ Ul j. .^glS* 0^jJl£)l SylSl »bl pL*j:^\ \y* t£\j 

^.Ajl j^S jl ^Ul illajl UJ jJpjj OIpLo. .^jJl Oj) £>Ly j OUS^j-yjJl 

OLUjJi ^JLj dizJ^r 1 ijZ~j I £jsy UJ *b*u j*y. .lijjJajl ^ *J.Lj Oj^^j ^1 <uJ 

A^tyca (^Ayy dJ^ J 5 P.. 4 A 3 

(> JLJU Oj)jk«i?l jJ.Xpu e ^ Jp JS* ^aj cOLiicy-wJl 43jjl 6j~>-*i ' ^^xl^-j c£'j 

) <0 *Lj jP"' "LPj" ^Lyfc UJlla3 cdJLp (JJ~A>j t^Ptjl Cu£* caJ 

Ik-jjl <lAAj ^ Uj^aa U^-j l*J»» liLfc ) 

j jPLmwo ^a Ajjj Lay Jplyk^^l ^s~*") )^L&)l Lgyl ill) ( )'L?xJ 


«.lpjjl) Uj«mJ *i j 


tSj \jk eJLj JjiL* 

OjA JjLS» t> ^b , -l OSl 1*^- ££jljJaJl J*i& 3 *Lw LjJU U Ul 

Ja jL»cy ^1 3jjs£jJJ <Lw*JUj j£j*J| 0*ib«- *Lil ^3 dJLLl^- J&ij* Cubuol dJUl ^j^xj ^Lll 

4£jl^kJl UJ? j-o ££j1j!p OL-J? 5 UUwj ^jLiUs~*j> ^ JULi Ul Sf OL-JaU <*_ cLjs ja 

Ji 3L?- jjJLa <Ui u^-ij OiS* liii oLjJaJij s.Lk^i ja aujw <U9 e^-oiu stress 

«A^"Uj 4&1 JS^y 
JjLiJl <UuJp : 

^9j Ij^cy sj^ <UU*)lj ££j1jkJl O L fl J^ wJl J^~~a cA^SxJ 

IgAljiU OULa^Ij ^olj^xJl 0*^b- ££j1jkJl JjUi (^Lol UtJpj ^JUaAw j^^l jia*Jl 
l*X^A^ <UkL S' Ajj~&' — £u$JU — (.£^0 t? 5 ^) ) 

JUikVlj cJLaJl O^U-j 

fj*Jl - ^1 - J^Ul ) iL^&l jTU^Ij ) 

^j^Jc ^j^JC AjUPj AjjwL^w)*iU 4 jLP j AjjJjSwf'iU t£^^0 J&-QJ <L~«JUj 

jJ^xJj <Ul£ <ld?Uj j ^U*Jl juffglU 4 jLAj.. 

Jl^Jl jJ UJ? jSw> ) t^>'^aJ' ^ J-*~J j£*i Vj ) 


y~ T ^l? : 

1^3 ^J3l i£j\j L ^ukJit Ul . . 

3^ ^ Jj'j : 

1- ££j1jUl Ua .^Ua jkil iJj-ij CuT jAU -Uj>-I ^ ^jLwl ^ CuT Ul . . 


2— OU S’ <Uj^- Jxi&j ojAk* ja^asfu j£"\ . 

3— jl <ukl> JxuiJ Jju kkb j*JUsaA dJbyU Ol^-a jJ 

CJ1 jJ <ukk jmmiLa . 

4— CjkljJl ^ U^- o^j AAyJt J*Js 'jAasJLj L£j'jkJl olji . 

5— ££jljkJl s-Lkf j*^Jljlj Sikj cf^ '>o-^ hi J & I <Laj^Jl ijPjJlj OlJj^AJ <L~«Jlj . 



dJU 5 jIJ : 

lg*3 Lblaj J*° c£j' js^ 

Uj*b»l ^1 Ol^Jl ^Js- j*j 

jS Jb J*T ^ Uj*bM J\ JT ^yw 

JjLi lg*3 buk 

Oj-sTaj^U l&Jj cS^U- OLdJaJ l^ij 

j-sS* ^.aJU 0*>\3 13 Jj^yj 

<Uyt« Obwl^ ^3 LjjiJ j-j JUkl Ijj*uL>j 

J^wd^ j5»oU *b"Uj jl 

^»jJl dJLy j-y (^jP: 

j*y dJbyLj OlSJa ^gA, t . " ..«w»J I ^3 JJuUwy dJyl 

c£ilPj J-»** ^Uj j»Uj cUjI jJl ^ by. 

j£*?U «>° J* JJ'j 

jia^Jl jP jtfib 1 - J - ^ Uy dUl 
dl^S?-l <^l ^ j LUa 

Ojmo^I < r Jfi j ^ UJ? j^?-l ^jJl dJly „ a yu 

cUJl^sJl <ULaUco j«Uj J*aUsy dj~o*^l <_d? 

C^jij^ dlaj 0»b-l lil *ifl 


^U J_Jl?w o-wk Jj^l cU^ 

1. 43liaj JUPl $.1 JLxyl J^juJU J-ajJl 43lS^ c^jj-LJI JU^a*ol ^S> 

IgPl^jl Jdo OljL^-^hj jfijpxJd I s.ljsj-l ^1 AUb^bJl OLjJI ^1 J^jJl Oljil ^-UxJj 



OiS JwaU^ij 0jz3 s-lbl iwJJaa (Jaj AiAsgxdl JJIacJI ^ubj s-l^xilj 

j«^il J^aII ■ 

2 . J^>P Jdj3 <b f>*> J-** <uS3j iJall OUi^dl ^b Jia b ij3 *>L>P j*J ^^JaJl J^aJI 
JujaJI jmJ J-oJtJb J-oJtU aJ| £*gj JjjyiJl IJA Jj 13 J-oJtJl c.~.Jg OjAJad'j 

Oli aJ' Ai'lSj JukJtJl ~oj J»«aJ' Jjjd s-UaPl <LJ? Ojj*a> 

J^AaJl c^ gj g <UmmS 1 la dJLii £« L?*J l3ja2 aJL«oj^ 43^3 jl AJlalSda <L«Jb*cia 

^3 j*aP JS' ^. J aj j ^g- jl A^jsJlj c3l aJ ^jSJ JukAaJb J-oaII 4^-jl Adis' ^3 Ol ^a 

4*Jg 5jj).,ig; aA^p ^ i J j i^ L S T Jjyi] I . 

3. ^ubuil Adij J-ojJl JaL^ajl j^s •iS'lsJl ^sJ J-«JuJb Si^Jl Ja~JaJ ^»Uai ^Ap 

A_Ut JJbxaJl (Ay\ Adl^j A^bxJl. 01 J»*AaJ' ^Ap Si^Jl J a ^ jg JjLajj 

JukAaJb J^aJI O^l^s-a £a l^a la JjdaJj <Ldlj <Lolji l^ualjJj. 

4. Ol^-ji j^Apb 4_Jait ObApsiJlj JJbx-Jl j^ip j^jgxJb AiAJadl 4ila*jl ^^Ap 
< ubaJtaJl O IjOagx^MwaJ I ^^■1 ^l«lg>tuol dJbSj lla~»«j J^Agdl OlS' la^a AdJjlj ^l^sA^I 

JtodAJb 4-Ab’xJl Ol jOagtMMdJl Adis' ^ -» jb ^jP 1 jA J^aA^Jl ^.wJgj l^JiASo' CObT la^a 

AdjjAaJl JjLojj ja APja^sa ^oLol ^Ap IgJLadl jLsgMj J-oJuJb . 

5. dl ^Lgx«a jl JO-J AAlsg's.aJl JJlgxiAJ AjjJlkJl ^Ap ijfi I 

OLaJI £l^jl ja AjPji Ajjiia^Jl J^j Jp j^jgxJl OJUJlSj JJb>«Jl dJA 

A y ^ u Jb Ol^l0j*^l dkl^J JlaAl c^^Ji LilPj Jj JJlgdl ^ 

frliag-l dJJS i£Sjt 1° bJlP ... J-oA^Jb J^aJI fjiyd AmmJI> OliaLsg-^b j\ yJS 

s.lj^-1 Oljiag*- ^3 JUa*)U ^»lgxj dUb Jb>- <^b JaJ a .- ^ .~ j JJl?«Jl ^Jlb ^3 

A,.d. t JwJgtaJl . 

6. Aj^lft rt P*^' OJjb JA3 5-isJi JJlgxOl AJ*i( ^lly LAS' jL ." P*jl ^»Jp 



JJi AJ&aJ' ^ UJb j' <UL3Jjl <bhy- ^uby lalia^Jl 

IaJjuj. 


J jjLj» 


J aid J^a ^ ilj jfiue&a ^-Ja.'J 

Ldl ^ J*^~wdU *bu <ul ^3 jIp jS**»L» aJjA^p OUSj 

^g^lfca oljJlj Jjbuj ^L£w*w<kJl fii iSf LJ <U« dJbl <tJl£L«lj 

^JJLr^J ^j^--->waJ ol>bjl <L*t 0^5 " O^S' LmJI ^3 cPJjJ' OblJ jfij~£2*o 

AS’bj ^£j OlJJaJ j^So jSyJl jl 4j?wsJl bj ^jSsJ ObbJa.J 1^3 j ^SL js 

oJlT c^-ASCJl 

j~! ^ Jbbs; bij jSw>j 


^ ^P** Lww*U I ^^tSLbLS J L*<-a j ^ ^ 1 P* La^ LL La 4 j Lj 


j\^-^\ £-* j^g-Ap j*<ajJl j* 4-*b Juprc^o ! 4j Lj ^j^?Ls^X>-1 


(_^ j ljwclo*> i 


<^JIpI (3 3 48: ^Uij 

^JLSJlj ^j^ijLiJl gSjL^\j ^ji j^iSS oUU^-: ^v?4l 

/^^vJL^a 4 jLj Jj>rjj ^ jLi3l L^JJs j-c2->cJj ! 

^^2-s^cJl ^^Lp Jj-s^J-I ^ ^-i\ J* 7 Jl Jtf J&c Cm J 4 . 4j ImW^J I 0 *A^3 

(^1 lI^J^ L^3 j\P ! Juwg^iili LgJL^ljL* 

230 AP-llJ ^jJl oUlv2^>- (3 Cm~c2j^J JiilJU-J JjJLs^ c 3 ^pl ljj>rljj>r iSj^ • Jj l*JljjjL^Jl ^jP 

4.^^" 

oL,ig>,ig>cjJl ^SLJ Lg^>-wuAj : 79 % 

^j*)l (S2 jj3 c£**J' <>* <UjiL« OljL*u te »>^M bj: 

j^- 0 ' j-^"' ’-cf* 

<V>buoJI fij J^ImJI fiJ ^MOyJ&JI OIaAjuUjuOUoJI ifijJfl ^£) uLSuO |jjmU .> I 

Oil ■■ (jJO ^3 j IS (jjUUO 4 aLJI OljJLuUUuuuJI {JjAfiJ •• j^Ia JUOO'I pj 

l^joJLa*jJ AajLuJ O Jbd Ljy$S$J$jj CLC^JOWOO OjLc uSs^r^J^Jli^dyJI 

MJuo sSj L^jJLc u$syuijuoJ 3 preterm - respiratory distress 

Jl s Sj ulSuo iSl uS^9 uSsUI cljlgjoJI \jio&j v_«Jbw co Endotracheal 

intubation - chest tube insertion - umbilical catheters 

Jl jl&> 8-o JjoIaJI 4>l> >>ls Ventilator uuuu> v_sJLc vaJLjuU) 0^3 q^l^U 
<U3 ujI ujUJI OlSuoJ 


?? Oj^-j 0j) ojJllap jO~gpu j& Jj& [j* 

Iftilaua JJj jJjSJ JLi <U3 jOj ^ OjJlk*. . 


^9 Vj OUjjJl ^9 aJb-L?- apU y-^UJl OUjJ a?-L>- j^JUl apU^-U : ^ 

?J?- <U9 Vj CjUp ^ybl oAS" aJU?-j as?- ^9 j) c£yk ’^yA yl£ cM Ujj 

??JU1p1 SaLp ^s9l jX 9l Vj OUjJ j ^4 } ?- AjLJI ^yib"! U »bwj 
«A?jJ (^jJjJlijJ yuola jiv-A* .. jUkV' ^9 yuoUJ' : af 

#' J j*! 3 ^ 0l^« ^ dUU- ji jA4w" ^1 yj 

dJL^t*3 A«t«l^-. . 

Juil?l y»ola dJUV) OjjlP ji Juil?l SaLP Ujjli) .. c)l^a A^-ls?i^ LL»P 

US' Uih^u» I^JjUi <AV JUi?1 Am9 ^Ujcj. . AjV OULd j£ SjLp aAa^i LoLof L ^-jijj\jjU\ 

jA US' ( yiA wU^« jfiugexj . . A?t^Jlj Jl^V'j JLsJpV' dip y« j^S' Ail cA^Us Ul 


Oj^o'il cJ? jAA^ 


4 4_jISjjj aUI A— aajj ^ Sjlg ^LuJI 

j^a ^ /^jjflj a (Jaaj AjAAi A^uJ Aijlp <jaU1I JS U aA qaj^S HI ; Vjl 

C> (£jl AiUj ) 6^ 4j*0 C5* VI t5*^lj 

dyuil flJal (Jjla UJIa A AjAjjJI CjIaajJI ^ <jjiULuj 

(jAjjjjiisJi Ijas. ^i jLsji <>» ji aIa*. *i>* jjjau- * ijKi 6 jjIsj Jjj 
6 AS IjUS j 4aU. ^1 IjjJaa. <jaaj t SjV il l ^ 6 AS ^^Sc- ^4 ^Ua IjjaSj 

!iual jv UilAi dyuiVt uis ^1 JjAS j uLlSSJI ^ 


bl£ j^a-a ( jk JjJaaaA dJ Laa) dj«uit L-Ja (j^<^Vi) 4-uiI (j*n$a 

Abu (^^Ol 2 O 1 ^ c£LaV) j£ j *— j L5^ (J 4 ^ (J^bla 201 4 j) 

fklail 

ci>i^jSU 2014 j) 2012^Mlllb<^jSaU 

tj-axj ^LualVl JC-Luta £laa jj^-ui 6 J) Ab j ^JL - at tilaaba b Ma^) bat 

^Lal 2012 (J^ (J*a 


^ 0J% £>^ajb) ^ JiljVl Uala j o-b Jj) bal (J* J 

\jm\ j J£ ^ AjjJjV) 

^jja» J*-bl j <-u JA £t 6 ^ JJC- j } <jaaj£ 6 ^ 

AaJ ^j\ djl) 

4^LuJ)2 ^ySaa Aabiaaa (jiSJava ji j aJA jJ) b) jn uh n <jbu + j^Jait 

V Aai aJb& £ i& IjSaA J (j^aau j ti! :Jla£ ^a$a tiiaja ^ bat 

bat (ill ijSlA 

(jMi jjab Mia uaa£a jt JliJai j ^ ab ba£5 j aJb& £ i ^j-a Mjt 
jt dj^Sfl <-a2a ^bab ^ Jala 

£ali ba£ jjj ba j AaIa, cijb- (jjjJ^a J Jjb dial La (jj JliJat 
jl 1 lalaa-a (j) Si frt j A ixb Alb a 


Ab ^&y (j) tjlsuait jaP (j-a Jt Aaa*- ui Alkia ^ AbtaC- ^aia bl£ <jlaLa 
>^a ^ £a£a j JajlaJt Jjt ^ 

AJbla (jaj4a AxabJ) ^ <jajia dial jl ^ ^ Mia dJaiaJ) . 


tilaj baj^s j uua (jla JlUaVt J*-uu j 

^ AaUa a <jla baa) dJ j baa ijaJJI jjP <ilUabA (jla Aabalt AiibllA 


tilaJbC' 

♦♦ 


AJI 4> uLU Ala La) 

<^j5$b Aaiaj dA^j ^ J^ab 


JHuuA j Lfl£ j^a ^ JalabA AJI ( AjjAjj uijj*-a jaC- ) 


e M£il La) 


4 . 1 /iA j ^Luali tilj) a jl oiaj j! j (jtLa ^1 

J jjAaI) 

tlulj lajJIu (JuISoi) £)l£ ) 3 | j la jJjaA (jiajjla £jjj dal juu dJ 


j Aj&j dl]L La£ Qjilfr jjJ-a til-llc- 

j\ UaL ) CjUI jail jjj (Jua L-a>-ak jla tg-uj^ OjAxj J A»u^j jj-IaJ) Coj) 
Ajja uftlSH ljjUI) t_ujji { LjJlfi- c-aLui 

liljJb&i j ftJU! <Sxa Cilfi£ jlj 


CuLijjjj j 


>u ^ j j JiiL oj js Ua.i mmmmmija. ^i »j > j <ll l aj 

Jriat (jL & (jltA ft >-V) i-ila ^ 

f blal £jjjl£- J (S j' lMJ* *>*¥) cJa u A^ 3 * J AjJjx^i 

Sjja jjC- (j-u <_Ja AJIaj Aatj ,jl IjAabj ^J1 A^jj] AjjA j jjjpL 

UAju 

♦ 


3,500 C> V L?i tr^' cr^J 4A*i. CjLjjai j Jjlak- IjjSLajj J 
dU-A j] j 7000 V tSVl ^ 0 ^ Axj IjjSLajj JjJ j 4000 <A' 

d^uiVl i pUL jILu^L^l pUL ^LuJj j! LjI jILuiLa 


J tills) J £oa\1\ £)) jjC' JjJiA 6jS Jxj J tilji^j Jj) U Ualaj 9000 V 
(ilj)j^j bb) A^L^ JS j 

(jLaS <ijxA«ui j bAc-Luu 0 dL-a2) )^ J*-utl) <jLaS j JLLa«a JaJ < _ 5 jju j)c> 
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Internal Medicine/Emergency Medicine/Critical Care 

Medicine 

Internal Medicine/Family Medicine 
Internal Medicine/Medical Genetics 
Internal Medicine/Neurology 
Internal Medicine/Nuclear Medicine 
Internal Medicine/Pediatrics 
Internal Medicine/Physical Medicine Rehabilitation 
Internal Medicine/Preventive Medicine 


Internal Medicine/Psychiatry 
Medical Genetics 
Neurological Surgery 
Neurology 

Neurology /Diagnostic Neurology/Neuroradiology 

Nuclear Medicine 
Obstetrics and Gynecology 
Occupational Medicine 
Ophthalmology 
Orthopedics 
Otolaryngology 

Pathology - Anatomic and Clinical 
Pediatrics 

Pediatrics/Dermatology 
Pediatrics/Emergency Medicine 
Pediatrics/Medical Genetics 
Pediatrics/Physical Medicine Rehabilitation 
Pediatrics/Psychiatry/Child and Adolescence Psychiatry 
Physical Medicine Rehabilitation 
Plastic Surgery 

Preventive Medicine - General Preventive Medicine, 
Occupational Medicine, Aerospace Medicine and Public 

Health 


Psychiatry 

Psychiatry /Family Medicine 
Psychiatry/Neurology 
Public Health 
Radiation Oncology 
Radiology Diagnostic 
Surgery-General 
Thoracic Surgery 
Transitional Year 
Urology 
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Internal Medicine Subspecialties 

Cardiovascular Disease 
Clinical Cardiac Electrophysiology 
Critical Care Medicine 
Endocrinology, Diabetes and Metabolism 
Gastroenterology 
Geriatric Medicine 
Hematology 

Hematology and Oncology 


Infectious Disease 
Nephrology 
Oncology 
Pulmonary Disease 

Pulmonary Disease and Critical Care Medicine 

Rheumatology 
Sports Medicine 

Pathology Subspecialties 
Blood Banking/Transfusion Medicine 
Chemical Pathology 
Cytopathology 
Forensic Pathology 
Hematology 
Medical Microbiology 
Molecular Genetic Pathology 
Neuropathology 
Pediatrics Pathology 
Selective Pathology 


Pediatrics Subspecialties 
Adolescent Medicine 
Developmental-Behavioral Pediatrics 


Neonatal-Perinatal Medicine 
Pediatric Cardiology 
Pediatric Critical Care Medicine 
Pediatric Endocrinology 
Pediatric Gastroenterology 
Pediatric Hematology/Oncology 
Pediatric Infectious Disease 
Pediatric Nephrology 
Pediatric Pulmonary 
Pediatric Rheumatology 
Pediatric Sports Medicine 

Neurology Subspecialties 
Child Neurology 
Clinical Neurophysiology 
Neurodevelopmental Disabilities 
Neuromuscular Medicine 
Pain Medicine 
Vascular Neurology 


Radiology Subspecialties 
Abdominal Radiology 
Cardiothoracic Radiology 


Endovascular Surgical Neuroradiology 
Musculoskeletal Radiology 
Neuroradiology 
Nuclear Radiology 
Pediatric Radiology 
Vascular and Interventional Radiology 

Psychiatry Subspecialties 
Addiction Psychiatry 
Child and Adolescent Psychiatry 
Forensic Psychiatry 
Geriatric Psychiatry 
Pain Medicine 
Psychosomatic Medicine 

Orthopedic Subspecialties 
Adult Reconstructive Orthopedics 
Foot and Ankle Orthopedics 
Hand Surgery 
Musculoskeletal Oncology 
Orthopedic Sports Medicine 
Orthopedic Surgery of the Spine 
Orthopedics Trauma 


Pediatric Orthopedic 


General Surgery Subspecialties 
Pediatric Surgery 
Surgical Critical Care 
Vascular Surgery 
Hand Surgery 

Plastic Surgery Subspecialties 
Craniofacial Surgery 
Hand Surgery 

Anesthesiology Subspecialties 
Critical Care Medicine 
Pain Medicine 
Pediatric Anesthesiology 

Emergency Medicine Subspecialties 
Medical Toxicology 
Pediatric Emergency Medicine 
Sports Medicine 

Undersea and Hyperbaric Medicine 


General Preventive Medicine Subspecialties 
Medical Toxicology 
Undersea and Hyperbaric Medicine 

Dermatology Subspecialties 
Dermatopathology 
Procedural Dermatology 

Physical Medicine and Rehabilitation Subspecialties 

Pain Medicine 

Pediatric Rehabilitation Medicine 
Spinal Cord Injury Medicine 

Otolaryngology Subspecialties 
Neurotology 
Pediatric Otolaryngology 

Family Medicine Subspecialties 
Geriatric Medicine 
Sports Medicine 

Medical Genetics Subspecialty - Molecular Genetic 

Pathology 


Urology Subspeciality- Pediatric Urology 
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^jgj 0 ^ lift 4-uJaib J i^-aLJI oV i <ilil£ ajjjju V ^UftAil lift ^ 

4-Jiil J Oj^' 9" M 3 ' . 1 0-® (J^a J JIa-a jl 4 ^1\ O - 4 A Lx a AIIsIaj 

j^aJI V jSUl Jja-uj J& — sJ^asHS j fbaJl j AJ jJ| (^LulaA j — ^aj.a^ 
uLjaiil lift ffcJc- jJaL . 

A , Jl J Abiil 4 bljl|-Ail ^£> j 4 Aa ^11 APja^aII dlft ^ 4 -uJail Aajju 

OjjsJI AaIja j 4-Jiil SjJfluuiS JIa # Axjbj ^ Auajj^I A £VI AILulaII Ja.: 
^iJuluiAi! O^a 4_uJail lift JilL # ^ AaIxJI LjLua^aiu]| qiSs> ^C> ) 'hj- ; *^& SjjS 


L/v/rVu Lula lj£ju ^,<ut u jj oJbdl j 


6 Jgbuu (i**il *rf*>*/v%*i - 


f ij^du ( fUla' i ui s^LulaI) cjif ij^yi Juju 4 g j)a~\ aM & ja fUlai ^ jSj 

4 g ja-\all d JA J-aJu . j ^Uit Jxj JuAbi) j) 4 ^jSfl jj 4 <j*auibul) 

j t t^g) ijub 4_uia]) Joibull j 4 JuAbll j ( _ 5 JLuIaJ) j 4 AjuaVI ujbfl^yfl; 

buabl JU*a ^j AitbaVb 4 juJluJl j 4 ^ jljlalj ljL j 4 ^ jjjil tulall # 
A-^lb JuLla a$ «uaxj ^jiuj Lajj j 4 bbL, .auJ) ^3 bilg fbla’' I fVjA J-aju 

^jS? i JjV) uL^ji fiJs ^ 1 j-uui ^g j . Jjauii sjig-y j&i j) 4 jjib m 

f VjA o! V! 4 AuJaJi ^ £j 1 a*j j 4 ^uaj^b 'Sj^Ua £j£bu V 

. f4^J J J* ^ V J 4 <i JJA f blaV) 

Lllj] j 4 (j^aj^j Jba f biaVi A£jjla ^ Qjjjg >aM J f bJaVi f VjA jjjju 
J <^aj^ c> fblaV) <^b AJlu jJI j 4 Aj jWu a j jJl juJftJl lL^Lu V 
j jj*bu £)i f$ulg <4&1 j ‘ fVi uLiau ^ ^ ^ l >i J*u ^J^lg' 

Jug (j-° bl^b jjjiull 


2 - j ^guxlxil ^jua^i 


t AjS (jj. j djL Iji (Jj^sla j SjLa tjVi oi 4^* jm 

4j^Sj ufl ijj-u j c Ajfl Sf jjiil j 4 AIujIjJ ^IC' JJ uflj-uu 4 *«nrJ 

4^| dJJ-Jj uij«i j^Sfl 5 Aufi -b-i^Jl Aijfca ^ AkjJl bub ^lk 

t. flVi'L al Aouuib til J 1 jj«a (jjibfi 4-uulj^ij (jA aj . q&u: dl lift tilJjU 

UJ% ‘ ^jlj^all J 4 ^j1j£LajU11 ^1 Joaj bu£ bl 4 (lib-aualall 

j AjuiVl j AaIjaJI (jC- -IxLili 4 ^jjJull ajiu lLu£ I j| j 4 til] <-UduSfl jA jj^jII 
<^jljjbll . 

(J\ f^ilt oj^aa^ AuHall j Aoiall biljL$kl OJ^ <k£l' *V> 

LaLj 4 AaI jaJl J 1 a ( JjSfl J^bbl 45S t$ull U jJul 4^1 ) A £jjill 

jUal £a IjIaUjj £ji £jaau J 4 l)JA 11 fVjA 

4^i L a. Igul! b^f ^ Si ) A-alxIl lj! </i</iVill ^ ^1 (-ubSfli 4 baVl^ll qa 

jjSfi ^uii ) 


3 - ( ^jaIS ILA 4\S&t\ jljl 4 


^JlaCA # djUaj ^ill (j^xua uil ^ ^uaj^Hj ^A<1 CWl jIjaa ^Ixj £)1 <ibk w »;*j 
. ‘ j t du^ll J 4 <iSt£kVI <-Jall AjIL 

<_Lu&l) (jjjja j 4 £a 4^buil 4^3 AjllaII di& V Jaxj 

lJoM ^ . fLA.il! £j!jj J t £JjaJl jIsUa 4 > £jjlu J 4 IjC-Uaki! U 
(J. -ai ( — uS bla # Ak ^k V 4 $a1! a 11 djjJ Aj 4^1 j 4 qa^II (jl£-a tilLk 
A_il 2 aUil (jklj-aSfl 4^ jiifi 4 SjaLulaII A L^jll j 4 ^Xa]| Ajjjla 

q^ja!\ £a ‘A<t <"^\ £)j$j ^ji ^ 4 _k jj l1iI£ jj] La! . (ilb AjLui La j AJjIxJ) <_Ja j 
4jSa-.; La ji 4^jtjlalt c_Ja ^ J&k 4 J^a 4jkjii j 4 (J±a 1 \ 


O' J 4 J ^Lualt (“iVi 4 Af' j^uu Jaju O' V lAl 4 L a. 

^ . AoJj^' j *LaAJI o^'j^' J 4 3a'j*J' j 4 l$ jljAaJI cula ^ jiifl 4 tiLu^L 

ljLuo^ AL Ajamij o' O^rf ^ JjIaaAI 

j'AAa JSj L^jAI (Jjij ^ j 4 ljJ& (jAsajaII Jc-lioil jIaLi Aaja 4 A tjM 

4 ^ jAaAI CJLu^j 

^IjjSfl (j^aa^Muu j 4 A«a^il j 4 ^ j <a *M c-iAaA) Jaa ti*\U j^uLaII <j^^a]| j 


4 - 


JjAL iA) f Uki'i ^£a 2 0 ^ - Ail£ ^ f LlaV) j£ j 4 ^SajA OjAa V ^ 9 ^ 

lie- 0 ^ AjaaVI 0 ^ J . j^W j' ^ 40 ^ ^ 

la JaLaj <_i jau O^aA' (j** aj-aAl Aj£ jJ ^Ic- ufijauj O' t^jLnil 

0^» * A 4 Ojf^^ 4 Qjk 1 0 *1 LaaIa dLua ja - J a!\ Jaauj ^ylc- - ijj \ jAaAl t- ^ia 

i$ jk\ CjVIa £a J j*Aa jA j 4 AJjlla ja£ ^# 4 jVIa 0 V 5 CjI^-La OJJ^J 
(j jaa£ 4 O^iS LA^aI j f LI £a JaLaAI AjU 6 ! JUIaSn <— nJa IaI . JaaLAI Jaaa j V 
fUai Ufljj dU . aU*AI j *\±A\ ^jaaS ^ ja Jliial J>\ AflUaVL 4 ^ji&l 
fC- j 4 fliuiAl f$A ^Jj V 4 Ajjli yAaljAL if ^JA £A OjAaLaa < 0 ^' f 'jj^' 
A*uajjA j 4 AaA jaAI j f Luiill <jAaljAl c-ajja Aaja La£ . uLAxAl , r^LAA 
QaaaAL jj-iaj O' O^j 4 j*' jjAdjj ^AliA f jau c-ujlall u£Aju j L-iuaxj 4 uLyP 

^ J^LaII JA ^jj j ‘Al«aj>a ^Ac- uAjxjj O' 4 ^ J . 

? V 


5 — (j/v/rVM Jc^ balaj A^ball 


JbakU oA* J J£j V ^Lumaaall ^Aa-V <iL* £) - LulUall ^Jj> _ JuAt 54 

J ^ jjSJ) luLa&J) <ja - t} ^ jj i Jc, A j* *i°i\ nM $Aluj$ $ Au 

4 -aLal Actual) ^aj <ji LuIUal) Jc- Aj V j . (j/v/rVj^ jb24l Jjjjla 

£al 1 jj Jwuj JIauIVI (j^ ijfl (j! iilb $ till J j! lA£y (jbvulVJ 

Jfc djljfl Jjj Vi bajj Auk JuL U£ . JVl t$-^a* u <> jju^j JSI AS 
jj£i_ib JL Jib) J Li ” ji ” JliLVl aJa] V) ^ua\ V bl M AJjC- <ja tal Jjj 
jaSfl <^$3 j 4 Ljll JS Uli 4 Jl ^ J " . 

AAaal i LLa tab i ( ^ 5 ajAl£Vl <illj 2 uia JL <ji ^Lk 4 <_$Sf t^jluikl JJi 

Jp (juSUj J ALLS (j - 4 £) J j) 4 l^k (juSUj J Zjh * 1 “"' <J^ i-tl .^,^4 W 
4 Aajjall (ja jAAj Jauj J Luajj buk La£ . Au3 akjj <_$Ail q^&^=1\ 

4 dAb! Jc- l^ud ^jafll HI) L)J^ JJt Lit J Jjj da£ bl AutfliL 
V Lxj JL A££ 4 djk J daij jjaaui V AaIj jLa J djbij j-aaa 

frb j Lab IjUk _ ^LaVl djLi ujL Jj _ dk J J Jj 4 Jbl 
4 JjVi SjUL £A JaaJl iililba <b j J) U 4 J) UJj 

" iiij J& jAj bub ijba J Jk j f£l jua. jkj bub ijA j£j J Jkj 

^ jku v fiiij f&"(2 1 6) SjM 


^Aujl^j Jajjxil Lab^ 


6 - AJIJLaJI 


^ jiix.1 . ^>^-j dul tiljljI'^J cd. nl Aju ua.1 jjSj J g-ifb 

(j-a (jJjx-Vl ^>2aj 4^x.j (gJ) IAjI <■** lalllj V j 4 <ua jxaJXuo tdjl J 4 liLujoLb 4jl iSjA 
V ^g-uaiill L_xula]| j\ 4 <UjIx]| 1J jJ-a J (jj.vfiaM ^Ull , c^jbikl <gi 

L-iL^aC-Vi j £c-all j! (jjjxJ! L- inJa l^J ^gJa^J (_gj]| Ajc- 1 4_jlfLallj ^ 

b ^)J^ *•. cj^ls 4 ^Ja> ^)JC. j 4 Oxalic, b^faui L. l^L^a (jl (jfLaJ (_£^l 

(_gJaaJ dlL^aj^axIill ^yxx i <jl bjfi& j 4 l3-a\\ ^-uol^ll jUaVi (_g3 ^-all 

-i^>^-a l^j (_g. Wn V 4 1 g *>>» J ^j-a ^^gicJ 4 -jC.l xixl Ajl^<aj 


^Ull ,jia*J jU3i <_gi g > « # 

^)l’iVi j 4 4_fl^iuaa 4 ( ill -n 4_ix.^)LiJl Cjl^jj^all (.‘*1^^)ja lij cdj] 

- <Ull $.Li jjl - Iajxjuo Lmia <jl ^gJl JlxJl till ggVn j 4 till 4 no'iVl 

^ ajxaj j 4 aIaC. ^gi Axlilj 4_m Lll AxLLJI A^La^VI AjlU! J 4 I ■* 

t 4_i9 Jaxj (jl^il l_ijL^ ^Jj t A n J^\l A. IX-^JUJ J 4 A_LCk 1*JI <jI^.^)^j t 4 

."n* j ji W-l V ^il Jal^xll Ia jjc* j t 1 g x \ \\ ^j]| 4 ng \l jl 

L_mUl a JlliJ Aj& yn 


-J — Si \*\W J^AJ 




Jd^Jl 


jl S^LiaJl ^5 dllc^Luo lIaxj L_mia]li ^ A^Luo 4 ig ^ L<ijI^ L-iiall (jl^ 

A jl^C, (Jill c <>jb^>Vi^ VI Cl i3j J 4 ^ 

^jil L-jijjulll ^LiaVI J . jl c ScV j 

CllS^il Jl ^ ^a^l-i^Ci&V A-^Loia ^i^lj SUail 

t dilCVI ^jil ^-lUl cljUK L ^)^l (jl ^ilc ^ 1 ] C_LJal # 

SUa. J t JUaVI 0^1 (Jg ^ J 

j t cijlli^llili J^LLJ 4 'njVi i x>> ^ajil ^liaVI ^jIjlj LS # A-jx-lia 


t A_iS J (jfLaJ Ua^> SLjaLLollj CjIjj^iII j 4 ClAjJaJjxllii 

CllVL^aji C-LaOx^al 4 4jx^\uiH ^!)U!LuoVi ^il*Us AiLiaVL 

^jLi^ J 6 1 J* \^y*\ Jill ^>^J J <*— L^alLa 

AdilaUli cJ-^i^^Vi (JLa A-iljVi A-lilall AjLxII CljL^aj^arLj ^S (j^LLall a^A AjjuoJ 
A^i^aJi j i ^iiijiii j ^Laiiii j c # Auiiaii (ja a vl 

jjl&Jlli Lai Us j # Jsi CJC^LLa J t (JjJasi SUa. L_J jLuJ 0ll5 ^jll dj\ j^aj^klll 

4 ^ J 6 j 4 AjLjuoVi CjI x^x^^sMl a^A jli 4 <jLaJ^)S <jIjI^}J 

^jculall ^^LlII j t ^ jl jjUII J t Aj^llaJl cJ-^i^^Vi L-lIa j i ^jj-ixll L-lla j 

L-jL^aoVl j ^all i)a j t JjaUII j # ^jL^lill cill ^jjj CjL^aj^aiall a^A ^U'N 
1 g a^a^Vi jl ClAoLudll 

(iUj (Jj^jj ^SS t A^J^)1I iAa A c£ (J» Vi Vi - C-ilUall - c^jL^ t I^A £^a j 

^S c^liV (J^l j 4 aAaa lLA a^a^^sMI a^A (js~*x ) (jV i (JLa A^jC^ ^yA\ A-^. 1^)11 

^aVi t A^ajO^oH A^l^)ll &^A *1}^)J ^Li i Ajl^j V 1 a^a^Vi CJ^)lkl <jj£j 

j-lojIL ^^judiill ^Lui!iU i^lLiLaJ j 4 (ilLax j c^LLaluol l_jLu^ ^Ali 

jlikjl j jljj (jl c^\j\c J 4 AjI^l<u& Aj J 4 Aj^jc. aJ ^j-^a j^a^J jsi _ ^ 

till c u»nVl 


3 - L-lJJ^iH 6.1a 


t Si jj qa CjULuII cP^\ j i < qjK^I Sjja i . ij^UU ^Ljaa ^*j 

^jIaj *a jjiil e^A _ 4 e*i“<-^ ^\ \ c-1 ii^ ^3 A_^j^all o^it ij CllL^judliui^ (_^Jl^.Ij 

J Jjjj '' • >• fll^joil Jjj j^.*:;'- ~jQ ^ c . aXaC. L_inJa]1 L^jS 

i i 4JJjli Sjj 3 C5^ • ^ (jjlaLxJl ( jjj jLjiilu] V I 

tiljblkl Ale- nr--Nf l ^yjt C y* _? . lj^ j ‘ A 

^)^.V ' ^ 1 ''•*» (j-o (J^jl di'i _)IiaJ -"Ij^j ^**4 l - j>»* j ^j| _ /<. ^-n.*<\ 

(J-OjJjj J t (-111 _jluJ Cj^Ij (_3 J.*-lj->Li UJJJ^jll 0 .qI^)J (jli i ^alc- J< uli J 


(jioa j j 4 a^juoVlj 4 (JlilaVl 4 ^iJaLall 4—lIallj 4 AaljVl 

(J la dlL^aj^aij ^gi (jli 4_ulaJI <_glc. . 0<ol^)J 

^jl^jJJ ( oAa! ^1'Wi Aj^IaJl ^jial^oVI j 4 ^ jl jjLSI j 4 j 4 

<Lo3 ^gic. l^tljii L CA ^j\A j m CjI^Ljj jl £Jjl (j# 

CjI jiua jUj 1 g -N<al^)J (J^)ilLuoJ t/~ n*s 4 ^)gJI I^A _ Cllj£ lij j 

t> 4 pi 

4 L_ilk]| ^3 (jl .Ij^jj (_j-« ^Ha3 _ aJLo^II ^jOjJaaal 4_uj.ij]| CjI^Ljo 

L. llcJ (Jj^)iiuoJ i£^\ J jolallftllj <Lal*Jl ^gi 4_UjJiill £oaU^)J <jLa£j 4_lic< 

jjilul (Jj^)jtiuoJ ^gjll J 4 4_jla]| 4_2kl^2k. 4JL$3 A x nj ^aj c CjI^Luo 

4 djl x«^j^ Vl\l dlL^aj^a^J j 4 cillij (jjV£j V e-tflaVl ) 

L_u3a]| 3^} (jl (j£-aJ I^A j # j L-JJjJnll CjIjIjuj “ li! 

J^i J J&\ (j-a $ ^UJOLA CJJJ^J ^1 jl 

i ciljLllkl ^Ac* & Jjjlj (jj£j J /ij 3*^*3 Cj\ L5^ 

(Jsl <j 3 L-JJjlill Sjj3 J aJjJoSj V l x^x^Vi jl *i*sj <ji L-llaJl L_liUai ^ x nj 

4 Ludjlj 1 nj lZI^aC* AjiL ^ IQ^J 


9 - 4&au pi QLu ^ jil Jljlt jUL. 


Ujj^L u_LJ£j]I i*yi£jj j^i cIjI jIoj ^XJ 

L5^ C3^ ^ ^3^^^ 

^£1 jj j c *bc.Vi ^'3^ l>^ u) . J j^^ i L5^ 

^LllaVi J # C5^ uj3^^y J ^ 

i (Jj^ cJ^ ^3] 4 AjIc^^) 1I (jj)^^^\j l-j1juj1SI 

^jUSI Ia^jIo ^ AjujLo]| ^b.UJ J 

i C— flJ^l ks”*a <3axJ jl c L5^ ^I^juo 

3^ ‘ ^Jig ^11 ^jLi^. AjIaj Lnjaij Uijj^ 


J M 11 J 4 J 4 

d^'sxfl i nj Lax ^1^)1 j’i'sl (^gic- ^jjjj (j! JxUll I^J ^xjoU V 4 b^ya 

^jl tiljli 4 4-pLall p-Lc-VI (jx j\ i t — SJ^jL^ax jl 4 (jl 

(Jj 4 L . iaJ La ^11 j ^ju ^jjjjLalii i^A <_jx AJaLuaJU i^A C t 1 ^> m*n (j! ^llaliujJ 

(j x J^a (_^V (jfLaJ V Aji ^alc.|j . CllJ CjIjuo 4 4aa 4_U£xll (r’Vilj^ LS^-} (^^Luo cdj] 
A j Vi V (_yS LuojL 4_uiaaj jaC ^jc. c^Lia^jxJ ^j\ 


10. — A a.Ha]> (_Jxxll 


£J^>juj J 4 jaLuox JJC. J 4 JafJala JJC- 4iV $ ljji& 4_iic. <Jj*^ V (Jxlxll I^A j 

^LVLuix (jfLl ^sJ (jj 4 1 IjJ (Jxxll (3^^ ^ 3* ~>.) Lax 4 L_j]flj]| 

4 <j£j^)xVi S^VLall CjLVjII ejlfljH )^a q c. jLajja (jbl^j ^ j 

<jl ^£bia 4 Axj^xSI Lj!>L ^jc- - <* L'a~<U _ i^jii£ £jJa *■ a L-^j V 

Au*au au: 1 %> j ^ JUd ill ) 33C* 3l3jl ^ 1^ 4 Sj-u£ A JJX x*i 

jj^Vill s-LilaV AjfLj^aVl Ajx^^JIj l3& £33 33 j # jaj*s\.a (j£judJ ^j3*nM' s-Lilal 
j'> C5^ J 4 JJjlij J (jLaJ 3*J J # i3& Aju^Lia] £^ali^J (jl 

A \x Ay\\ &3A Ausi jj t ^ ^ l^j] ^ 4 n» a\\ dj\juol^)^l 

A-i^u^ail dj\judJuo^A]| Clilcrlij 33 j # cUJ! (3^^ (^ ^.Lilal 33c^ (J : ii3J 

AjjouIIj djl nj»Ml AjbudJ j t djljj^all A^ojB i**uAi^'n 3 4 Ajj^a d 3A A^ah^Jl 

n»j 4 I3A L_iJa]| A j\Ja 3 xIL| j # 33aJ! ^LilaV 

^ clujlaj cJjj ^ A L_k^u^ail ^3 AJj1^)3j U j 4 ^j^aJ l3A 

Aj|-3 4 C1j3^. (^3ll l3^J A >jV^ j . l3^J ^3L^aj3Vl 

j33J jj3aJi]| pUJal ^3 S^aJLaSI j^\ (jVl 

11% L-JjudJ 3j|jj L # 1Jxx)J j 4 . A^3li Cll! ^jluol ^UjoUjoj j 4 J C 


^ajVl Clji^Uc* J 4 AjUxII Clji3^. J Aj^UJI S^ljJ J 4 (jl£judii QjJJ Ajk j'Njjglll 

* j Zj* J! C5*^ 4 J J 4 

(Jjj^jia ^j3^j ^.Lilal ^j-^aLiJl ^Uakll ^jjo31jjj j 4 ^jud3Lii]| 


Ajliil Aj^yt^o L_ul 

Ijjj£ LaLaJAl jj*j i Aj ^ -saaull jllkj dul j 4 liLiC' ^ JM n 

La 1 jo^)juj j 4 b^sHuuA ^)JC. ^_pajlfl]| j aJLuo-aS i ^ajlLall jl ^^JLaJI (J-a*JI (j^a^a 

q\ — £■ jiall ^*J <jlc. jA La ^gic- (jjfLi <jl <j]£ll cJlLuolj.} *U5t £jJajll j 4 jjxjj 
J uwMb A )->‘q i\l a^A ^gi (JjaLluaII AJajjLj LaJ IdL (jl Jl^.1 ^iLaluiJ V Aj\ La£ 4 - <Ull a-Li 
( jC. i d (_gi jjd 4 (JIalc. 4- nils (jC. £-ajjdj ^aJ (jaj 4 (JL^. (J£ ^glc. j 

liLaJj Jluoj jl 4 (.J-aC- 


4«aK >LlaJl 




J 4 C-jUjoiVIj (ji 4 j L\c. J 4 ^gic. tJ]£ Jj £-a ^giUjJ V cdLalubal tr’DajlaVi (j] 

J 4 j£fiJ J 4 JaJa-N*i .}£ # a J^a Jia ‘ £3 jJJ LaC- 0 jLull 4 . qViVi ^aa 4 cJli £-a 

^a.1 Jjj ^ 3 ^)JjuJI <3] <-_flj^)iail til^jajJaJ tilli <J£ JIxj j 4 .^“rd 
^)juo (j£J j 4 ddia jij >■ -da*< 4 n uj ^jSL ^ J La 4 tiLla La ^ j^j (jl JlILila 4 <lLa— : ; 

4 *Ul! a^)Lii.l Laja a^)JaJl <j! ^alc-l j 4 *>Ill <£^)J i^ c ’ 

11 <iLudj]l a^)_jjaj ^ 19 ) M ^ (J* r.:j LjLo (jl ^luxa. S^j 

^»l 4 AIa ^gjJa3 _jAI ^Ull 4la*J LaC- - 1 aj AjIc- ^Sil ^L ^ (jLuo 

Lj M ■ 4 n a^l a j ^gjJaa d Jj m • (JLaa 4 c kjLiui^ ^al 

M ^li Lai ^ 3 ^ i jia^l " : JUa " ? ill " . 


3- 


qjKMI 


q aKj] 


jUUall 


J)LilxiV 1 ^i.1 cij|^i^.l 
? c qKVift 

djIjIiiU Lull 


J*-^' Ai£>]aj £j)jjll 

(J^jg.lt 

^Ull c <nKMI 


cijijbVl 


^)kS~lA < JjJ 




b! 


https://www.facebook.com/fatraemtiaz/posts/843893722336010 


-i 


bjLoll 'b\l I ^jc. 4 b , j^x^H CIiLojLlaII (J£ 4j 3 b ^Ic. 

https://www.facebook.com/fatraemtiaz/posts/878637508861631 


.J * L^aj 

<■ ‘‘ Jjfl x ^3 ‘'■ft'N- ^ 

(aj^.1 g bl jjjJalt „}a ) 
bj^bl*-bl j J ^jc. 

https://www.facebook.com/fatraemtiaz/photos/a.687696627955721.107 

3741826.687615147963869/894410533950995/?tvpe=l 
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4.Vujj1 — 

s- 

https://www.facebook.com/ehab.eltaher .9/posts/1083594081669955?fref=nf 
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f UaSU <a Uil 3jjtft 





t 


P-lJaSf) JjA^ Lp ^u*! J ^Aiud 


AjJalt (j^-oJl fLua^V ^ rv ^jjjlil HjJa 4Jj«^ 4 juL 
-IjA^JI Ajj± 4]1 4-dJ^Jt ^jjjli j 
( Y * ' 0 j£ji 4*ja ) 


JlJCj 

jAllaJl cjtfjl / J 
$ >U1I f-Liai iulij ft* Jxsi 

? 
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*• ^ 

AaxIa 



d^l j^\ AmX.^W jj A A \\ fUjj Q±i iajjjjS LuiLuij dibliill ljLuu 
£x a \ a a< fbjSj t JljflU u itjLua ^J1 A illk A^l CjV^-aII ^ ^jlabdl 


6^i ,j]i ijiiiii f iLi <>l^i s jS ^ ^uau ai ^jiiiij j^lSi ^ j^Srti <£& 

jf^Af jl ^Hai (j^ajauj Jj£ ^1 £ j ^jLuuI j 4 (j^aauil AUau £ ja^ a!\ -bLun] 4 

. Al jk*. QA jpJ 


AJa^ ASjxaI c-ujja j£ ^Uaj Ua (j-a j 4 " " (j& JjLuuii i Jjj Ua (j-® J 

(jj£lS 4 Ajj i^jUalf aIjjlUIj fUisSfl Jl.l«b AjU&lij ^LuAl fl^ UA &a j 4 Aj duouJ 

. AU& J^uaaJj ^AJC'Luuj Ia^Luu j AijJLa LaC-J 


fULbu a^uji Ajiiiii 


f UaVl _ 

^jUI .jj 


^Ixll (Jj-aSfl 

^ C&* (j^ 
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- L1Sj1\ -Y 

cjbLui) -Y 

■■■■■■■■■■■■■■■■■■■■■■■ + ** 

^bSjiii-r 

4iijUVi-< 

Cjl^ljaJI j -® 

S^liSit jjjAj -1 

4aI jll 6 ^Jj -V 

Cjfljil <j^» * Ja J^adl -A 

AjJLaJI --<1 a-vl, ..^tl _ H 

Y * Y t 4iuJ Y t (jjjlii (jjx ^1 ■N-tl ^Uja^l ljjja CLi\1jLa - Y • 

Y * Y t <LLuJ Y t (jjauial^J) jjC- ^LJaVt V^J* 4 bj| Jji«« - Y Y 

Alabd) Si ^1 JjAa -Y Y 

J+»l\ o^IjuJI - Y T 

J^udl Cja 4ll22uiYt -Y i 

.... tjail 4j^4 (_j|j| : JU& - Y O 
4^aliJ) SjLxSI ^ -U 
AjjliUt JjlsJ) -Y V 
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< ijft*ty : Vjl 


; Y « Y Q 4lm3 Y A Jj^aJ) 4 -jj.IaS) 4_oiaJ) jj.lua Jau t 1 Ajt<1t) g,tjjj >*j ... J& _Y 

Ajliuil AaJiUl <> r SjLJ) C^al Jfl J 4 Y . Y i 4_L^ U &jjlil| > o^li. Jjjli ^ frUaVl - 

f&j £)ji\ll\ ftA^V UAL t i\K\W JjjjL U^ AAAI 04^1 fLL^j AilLj ^S 0&*AI fA ) ^2 VI ^ * fSj 

. JjJju (jjjj jk IA j^Iula f bLVI i ijfcl ^ILj (jli Ail { ^ V i 4AA y h 

■ 4,4 Aj| Ljl^luu ^1) JblaVI Aim ( *A QLsj lt ^ 4 

4xAa J^j Jj^^U iAL 4jU£ AAp c-iau LA bbb JbAVt Aim ^Aai i-AL AjUSj l-uAAI ^j2L 4 AA£A) ^LLml -Ixj 

. ( £jiAi ) j*di 

■ cjLAIaAt SjA f LgAS) j J^xit ^LLml Jxj 4 SjKlM QlLa Jj^ju qAsj Ja -t" 

Qjlg A I ASfll j-a Jxj A j j ^jjiJi ^l£- jjj-a Jxj AAAI AjjjJu 0-a AiA£j Jj-Ixj AliAl l-iAAI Jj^ (j-a ^xj - 

SjbV SjAA lALUj ^AAl j AAAI A44 0-* AALLj A2A ^jUj jLAA imAA pLajfl AAA) 444 duAj |j| 

. ( 4 i\K\W A44 Jj^*j AL AjA 4-jU£ t-uAAl ^ ) A^a^AI SjIjjj AAAI 

&. i;.-^*i V ^2^ ^A^Aill ^ Aj j ,jbA 2AI 44^. Q v ^ *1 ^AL ^ • *'V* 422.4J 4^imA} cA^Ab jA^A) t,j3A2A j — 

AAAI SjAV S jALua lAIAL j c uiA£Al 44 ^ ^ ^AiAaj 4JL^ ^jUj + A\*\y \ CjlAt jl Aa^t AA^ J 4-^jAt 

. ( A^uAt Sj) jjj 

; J-axA 4,4^LLujj jj^ 4 ijKlM ijjj?A A^Vuai^M AjjIjj^VI CjIJIaVI ^bj jA La -t 

A-aJiiJt SjjiS UAL A]j j 4 ^ ^jV) AAAI ^ Al^luLA ^jj ^ d ) Aj^AAI CjIJIaV) ^bj JJf' <j-a A-uA ljoAAI ^jVu*n - 
CjIJUI Alx cfej^l J ^ J^l ^inLti ^Aluil iJl ) jAjj j^A AjL^J L5 1x I gj^j^i ^1 

, ( AALAI AAAI AjLgJ ) jAjj j4*i AjL^J Ji* ^bj AxjjI SjA 

b { bjluu ^bj V 142^ ) AAajlxil AIJI4 VI ^-1^ ^Lj Sj&UAI ^jAj - 

; J^At ^LLuul Jxj ^ijVt J4 AI AAAI S jj£ fUjj 4jjlAg>| cjIjIaI L1 1^ pjAAl (ja Ja -o 

AA£AI 4 # ijjL o' 4 SjALla J^xSl A-a^LAI Jbu aSj ^j ^ AjjIA^I AIJIa) ^2^ Jj^AI AA£AI ^jjjLl - 
B Aj^j -A j ^ A V A AAA t V Oj-^ULS) 0-* ^ d S JLAI <jA AAp ^Asj V ^2Ab j t jIAAl Sjlil ^AA V 

( r**Y-w-n ^jiA r/u/tr ai* „ a^ai Sji jji a*jAi Sjbvi j ^ js^i JI 4A1 v UaA ) 

: 4 ijKiti 5j2a QaA ( Ajjj»j bjtJLxj ) JilAI Ajlg-j jl grjj^t Aial>> SjUj Ja 

, Ajjj^^I AIJI 4 VI A|jj^ jU-lAI Jxj AA£AI JLa£AA C-J^J 4JI l_u^ 4 AASAl Sj2s O-Aa 4 # u*nVi V 
( Y . . Y-A . -Y A ^jlA r/U/Yr AU „ <^-^1 S^IJ^S A^^AI s^uvi ^ e^nii ^JS^AI c-.Ua^ ) 
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■ is a jSaJi Jjadt p± ^l^Vt J t *J«*M frtijl QSj>j J& -V 

i ja (_mJa ^xuaj 4JlaJl sift j t ojljj^L ' ajt<1tt <LaUJl SjIjVI J ‘ Ljl£il\ fULSV 1 -illaj ^jIjJI <j£^j ,aju 
■ ®jO-3^W J-**^ o-« vLjSIul® i-«'N^.^i 4JV .. 4a^al! Sjljjj CliLUIil 4£jaJ ^J&jJ) £ja '.'J. 1 ^*^ (jLajj ^ J 

( Y * * V "l © ^Sj jj jj j| jfl ,y* 14 S JU ) 

uLLuit ■ Luti 

# +» ■ +» 


? ljLjIjjJI ASj^l pSkll\ VJ»^ L)^j LT^ 4 


< (Jl JJJA J*J - 


AjjUil JjJatL^lj ^Lja^U Jala j^uii <LLui jjj<« Jxj - 

( Y • \ Y 4iuJ © Y © ^ jl jjJl jljAJl £>■* o SjLa ) ciul£jJl ^LLuil jj 2 4jala]) CiLuOuaaail ^2 - 

; (IjLUjJt 4£jaJ Ij^jSjj Q) Sjtjj^l gTjti ijlfra. ^_jjfr uSjISjJIj f-flgjjj ^ Qj^l »UlaSU J£j>j JA> 

(JjavQoll fbJaVt AijaJ ^jjaliLi t djIjjJl £jLi Cjlg^ ( _ # Jc> ‘ LA£1]\ fljjl ^jujjj $jl£.| £)jiJl fLJaSU ^auj i pu - 

. ( Y * Y Y JLiyJ 0 Y © ^jljjJI jl j&JI <y» n SjU ) $ jtjjjt <> l$Jfr oJjlaJI 

, t .inhti J -afr Sjjfl .) « 

; Jfc>»JI (jlc- Jj^aaJI ^ Jfr 4 JIa J l^JJb j jjaj j t Cf J*i J^C- till ji*j t ^JuJ) t jnhl l J *£■ Sjjfl 

t&jJa <LluiLu<V) 4jLjJI till jiu< fl^jjl Jxj tliljlui jl t UIxJ) tliLualj^JJ Jj^uijJI JjjS ^cjjIj qa CjI^jIui q*a^ ( 1 J 
( Y * Y Y *iyJ e Y © jj Jj jIjS ) 

. AjjUj ^ ^jAaJI ( -mJa^ t j)jAi*-i j»JJ 4 4&AjM\ AjUUI Sjj 3 j!5U J j> * nU JjSj ^ |j| ( u ) 

. ( Y * Y © AIjJ rt fSj ^jljjil jIjaJI c> V- ^SjU ) 

; Jxj AjUIit f UJj jl i AjUUI Ja - 

Jfjii AIuj J AjUISI f liit ^ )Jt jUiS j ^ l^J juij ^Sll Aj^b^il ^ AjUH) l-uJoSI ^IulL tJt 4 ^xj - 
A ljLUII] AJbJt dJA J j i | 4 SjKlti A^ J A jU^Vt A1 a& A^a ^11 J jxj ^oLaJt 4 -uJaii 4 ^ 

. ^ SjU) s±xlj 

: Jxj AjUIit JjJxj Ja - ^ Y 


( Ma S±x)j Sj^l j ) AjUiit £Ujtj (> j^-ii 1 t jnhti lf2 gJij A^^J) j Jj^xj jjaj ^xj 

^ujIj ^ If A jUUI Sjj£ 4 # u*nVi AJbJl diA ^ j 4 IgJ ^Sll Aij^Jl lj! J ^ ^ j^^l Lluj Jaj-uu 

. ( t % ^ 0 aj^] r t fSj ^ ji jjii jt jilt (> r s ju ) jj±jJi ^^Viib j^xii 
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; l^^luul (jA j- r ^ Aiu*lt ij& f Igd) Jaj Ajbdl JjJaj <j£»aj Ja - \ T 

: J IiIsla ba^U ^ dl 3 JJAJ 4 f*j 

B ^ jljdiuaVb Aj^a^II uajddl AJIa ^ba-ua ^Jaj -liL & A a^a^ViaII Ajjldt <jdt^dl £)* ( B ^ a jljS -1 

B y±£' L^j Jfi\ A *\\a\\ LjLuOuaidl -lj 

J-4a11 (jk jlj-AluaVb jljSl AjU£ j p ja^aJI ^La-uj JjA^ ^ i lj! a/?a/?ViM £Ja^J AjjUII JjLtiAd JjJxdl -lj 

( y m o Aduj r t (jj\jji\ jt jilt c> y s jU) . Ajbdt Sj^ jt jL a^uii jkidb 

■ b!xJ( baLuatjdt pnjldt Ifrj (jjjJj ^^alt A^WaU c-aldjl Ja£ Jjaj JA M t 

. ( oyo jt jilt £a \ Y SJU ) t$J A^Ua i-ajSt jt < cddl Ad£ t$j &i\*l\ AM^ad ^ Sid Addd jj*j 

I A^uutjlU f j£a J j a /^ 1 J& -M 

( 0 Y 0 j) j3 J A-uj 1 jdl ui jjla Ajddij Ld ULda jjlu^baJt ^tdl f jdt cj^ A-ual jdl [£>jk j c-uddl ^ja 
( n Y % fSj ^jljj jtjS ) £ddbdl £jaIa11 JiU JHaa Aj11£ jjjSj ^ Jj^adl AJU Jjad c-4Jjaj £j&alt £jia 


0 » 


Ajbdl S* 1 a £>*da A-uitjili £jidl Sjj$ jjjaj 4 ^aj ; Ajbdt Sjjfl ( 2 > 4 ^ a A^uatjdl pj&dt Sjjfl i^a/iVi JA -M 


^jltdl (j a T V SjIa J A 1 a,V\ S* 1 a <jAda t jaaiIVi 4 A-Luutjdt djl^V) jl AjajII ^jk uilajdl tg ja^j ^1\ A-ualjdl Sju 
c-jLuu^b Y M Y A^luJ *1 Y ^ A^A/dt jjjj jt jS J ^ A-iujtjdt ljUjlJI (jjj-Ju nj ^ A s A AJ^d MY ^kj 
( Ajbllt S c>Ja A^tjdl SjU) S^a 


; tg il^nl ^aj Ajj^^d) AJLaj]) A-uj)jd ljIjUjVI SjjB Ju Ja V 

A^^ ^jl\ IaJaj udall J jaj ^ ljIjIuj ® - 3 ) (J^a^ViU L-ujJlU Sjjilt ja£) Sjj^ 1a V 

,( ®Y® j)jS J did A^IaIaI) ^Ijid lids AJLajI) (jIaIaV oi ( B ^£ r ^ (j^A^aViti Ljld c-iadaS A jL^aSft Ad^ 

jl gjjjdt L J^ id 4 LaAjj^ j o^bl> jj AuajUIM CjI j^AAilAAidb Ajblll fb^l ijjMt - M 

■ AuluaV) A,Lag> A,fr^J AjJjP j Aj>Hj) fl^Jl ^jj JA 4 Ajbdl Sjj^ fbjj jjluAldt 

, | Y ^ Y Alual ® Y ® jljli) ^ ^ d SjIa J Ajbilt Sjj^ f l^dt ljI^J) d^j AjI JjjI (jlLa ^k L-uddl jaL Lujj 

Jj)a^vM Q^bj ^1 iJl i baA jjg> j ^^a^M jl AjAjWlti CA jSAAnAAtdb Ajbdl frlA^l c-jdj,dl -M 

■ Aj)jHj) bjjk 1 a JA i Ajbdl jjfik fbjj jjlAAi^Ldt j\ ? jLll\ L J^ 

B l^d) ujjUldl A^Jl j A A1a& A-g^ Al^tj^a Jajdb AIujIjJ <jja f l^dVl c-uddl uat dj| S^Ia dJU Jj^a 4 ^aj 


: yjjlad ja.1 ^iua^d c-atJlal Ja^ ^aidt yjdad (J* % 

j£)jd) AJba! jf A jajWIM LjUaidtluid) Ala^J AjuUal) j\ A-aIaI) Ljbidu^dt ^i^b lajjHII ^jjL d) L-udd) uad Jj^a 
, jng A^I j^aj dlj j 1 j^dl AIuj AjaaI^I) Ljbidiluudl j! ( ^ 5 ^ud) jS A a^a^ViaM A-add) 

( oyo jtjdt^A M SjU) 


£, 
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pjj JA 4 A^^t Sjljjj J m!1 jlg> gJ jAj^t J Anatvlb Ajjbj Sj J& ^Jt AttdWUj 4JjMt -Y S 

; A ^^ t Sjtjjj J-axU 4 ^^Huj1 jjk ^Uall ^LulaI AjjAjj 
, | t ♦ It AiuJ o Y o j)jl]) ^ * *1 SjL* J Ab3jj JJa { lj! jIuj t J Ajbllt &±A JaILuuj Ot <■ J>J 

: LJJJ^ Qj4j UIjIaI ,_gk Jj^aaJl i jnM JJAJ JA -Y Y 
B Ajbllt JLa£1ujV lAJUu J jju fj 4 J-a*J( A^a, Al $\ ja Jju | Aijila j) Ajuu^a J ljI jlm qj, ulL ^aii ±^j jjaj ^xj 

. U|jIa!sU ^^-aSSn 4aJl 9.1a (> ( £jjJI Aial>4 J Jilaii 4 jU>j) Ul .n.ikU 4jJjajJl UljlAVt ^iiini j 

( e r 0 jljAil <> W SjU ) 

■ AjUII) Sjjfl QAJ^ c-yjja Qjjj CjlJUVt Cjtjjfl ujh/^) ^jj J& -Y t* 

Jxj Ajblll (j^ 4 jull SjjiJ) JLaSIuj) ^jj 0» V>J J 6 Ajbi]) Sjj£ (2> 4> ^ a (jjAj CjIjUVI i j^nVi v 



; c-ujja Qjjj SjUVt Sjjfl fUjj blxit CjLujljilt A£jaJ J& -Y t 

. £jUJI ji JlWb *t>- <-uj^ L)J-^ » j 1 -*! if* (J ^ J J^' cn'j tfte 44^ ' C)& £l uaj - 
; Ukit CjLuitjili LjUl^ILal fbV A^Ia l Js^ Jj^vM Ja -Y o 


( o Y ^ jt jS | 4 -uj)jJ J Si Sj^Ij Sj^J j^Vt A^ j£*ia Aj-a-ujj Ajjj^La 4 ^Li UVn La j CjUI^IaV) ^b! t # u*iVi - 

- ( SjtjjH Ax^blt CjLjuII A-£ja <j aus Jj^/iUj <jjjJt fbLSh 1 jtaP AihJaj ^jj jtjUt ; Aia \j^1a J 

4 jWSM (jl^laVl ^bj (jp J-al£ j^b Sjl^t <jjjL^1uu3 ljLjl^I Jj^^ntb I ja\1 ^jjIS) f bLSft Laj - 

( 0 ^jiL ^j SjLaJI - ) 


( biiii j 4JUii ) cibSjjii ; uiiij 


; t « ^ t AluJ ^ j (j^jli (jjjaj fLiia^U A^La^l ^Uaj jk La - Y *V 

( \ t O' 4 0 ojLa ) Sj**iIa 4 (jjjjl ' <J| Joui ijIaII ^jjS S^li£ jjjSj Jj^aJl AjILaII Jajluu - 

o^al J a j^» aljjjSjdl jjjiuaLaii j“ ‘ - ■■ J jjlut^Loil ( _ r lc- /jjt.^l-sU <Liui t Ajfljiii 4-«j^Ul SxaJj - 

• jjj$ 4jalaj IjW^ 4aia ji <jjbj lj! jjaa lilliA Ja -Y V 

4a jj ^jIa (_uJa OaJ j‘| ^ ; JIIa ) ll^sUaj 4jiiil j>«Vb 4l!k LgJ (_yul j 4JU 4a jJ ^ jjjS 4ajJ - 

. ( ^ ^jVl t> d»> ^jLibuVI o' 

* ( jb^VU 4jjUil uLOa^l oV ) U*i Ljkll SjUVt ^IajJ Ji . bi <> UJaj ^ - 

4jjbVI AJ^II JA \ n AJIa) Sl^iAii jjaj US 4jJaII SblUil JllJj ( UIMaa ^ ) ^ JjAaUI jjaj ^U2b j 
^ ^ 4jjbVI 4JLul\ ^Ui ^ JjAaUI 4jjbVt uftjUa ^1 ^LS. ji Qp. ^ ) 4 ai^aJ) UI^IaaJ) ^ 

\3 
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14 ^ (JA J * /*\ a \ \ Cj)f \j*A\ <> ( J£$ 4lxjJ J& ^jluflLaJt J& ) L $\ &£j3 JJH ^ ( CjIaJLLaH £jaa 

( lA jj& j 4 S j^Uit ja JjaIj — — jtij^M ) t * 4 JaJ ) A ^ 0 A $ jLaJt ^ 

( Y % % i jJjA&lt j c^jiili 4 jaj^' 4j*A*Jt ^1 bUIuit SjbVt j pjfaviW ^ JSjaJ t JtgLaJJ ^ Y ^ fSj ) 

. 4lxj^ ^ <j^ti jjL ^jj SjI^ ^ J 4 <-ilj^¥l j jjJaaJt jjL ^ - 

. <jjUaJ1 ^ja uLlia jl\ dA £ j ^jjjWSM lA jiC'Lui teVWj <j£J j 4 4jjA 4]( 4-ai^it £)^jl£ iaajaj jjj£ 4-LJa j f ULS) - 

? grjj Aj&\ja ji 4 grjlaJlj J**H SjUj S>fl fUjt 4JU3t Aaj^I ^ i jnhti 4 jSjj jjaj Ja -Y A 

( 4-L^IaJ) jt J J^alaJt AjSjj Jjaj ^ La£ 4 jt £jIaJL JaxJJ 4u-^Lk SjIa! J^NIt 4 j5jj Jjaj V - 

. S ^La ^Sn UJa jll Ji^J 4 aj}UI 4jLJI Sa^I JU£iu,l J SjU^t c> Sjjxit AU VI .... £jjtes\jA SjUt ^ 

.AjSjjH Aaj^UI 4 j njt JAaSI <jAua (jjA^LuJt ^jjALSI ^ tg jfe (j^j^alai! CjIjIaVI ^Aa JaAj Vj 

( Y % ^ a AiuJ ^ A 4 jjAaH 4aaL 1I cl)- 4 d % SjL* J 

{ ^j^jIaU AjAAHSI 4 aj^U) SJjaia J ^jjjIaSI ) 3 a jjAufl Jj£ I4-1I& Jj^ua^Jl ^sll CjIJI^V) aLlSI )JA <j*a cr uluy - 

? JiL 4 j1^j SjUj ,> 3>a »US1 AJl^t A»j^t J 4^\ i£j Jj»j Ja -Y ^ 

^ 4-AjAoJt 4 ^aLI 1 AjAiin]) dJj-u^ J djl^V) f U jS JlSa j SjIaI Ai^l^t AjSjj jjaj ^xj - 

■ A^ualt SjIjjj ( 2u& 4a jJ ) ^Lul 4 ^jLualj ^jj ^in?iti AjSjj kjj£ -f* 

. JA j-a ^jjLa liJ] <lu4 + ( ^Jx2 J-^ ) uiia lj) jIuj t f LuaS Jajluu ; 4-4jLjJt -t 

. ( (J ^ J^ ) ^aL uuJa lj(^1uj t f UaS iajlbj ; jjIuaL^) L5 Ip j jl^aKl l -lj 

444 ( Y ^ Y 4 J^] Hi jtjilb JalaII Y..t 4 J^nY A^ualt jjjj j\J c> W SjU ) 

4-LuJ *\ Y ^ 4^ua]| jjjj j)jS J 4 jW4ti L-uJoSl J^ SAa (j^Ja jAju 4-uj|jAU Sjj^ ; 4Jaj^La 

( Y.U 

y ^luL4 ^iUali 4i^ j] 4jj^t Ji JUjlt fUfabU j^jUjl ^LUa^ UjUbi ia jldu ^1 Sj^l ^A U -r 1 

■ AjjV) A^jUjl (ja (j\ ^ J^\ t Sjj^ fLua^ JIajII iajUuu - 

- ( u' — J-^VI — £ jjk** — AAaJl ^ Jtjlt — flliui c-j — f II luj JIa-ui I <Lj jAaJl lj! -) 

^ 4 j!jC>IaujV1 J ^jj-ui Sjkait ^AulLuua -lj 
( ) 4jjaJ' CjU)^) L5 iJ^UA4 

| ^lA j-uu | 4 ^ J j)J j 4 jI£Lj 4**il *ru *14 -J 

| US ] uiSjit j l-ujj jjj j Jal2 ljLiLolLcua -d 


★ ★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★ 






☆ ☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆ 


( 


( J-U^V( ) J^Vt Ljl-L4^ J lluit J CLiajt J 4jjHt LjUiJulu^ - J 

( AJLLuJt j^baM (jP JjA^£ ) Aj^Vt A^t^it AinMt CjIa CjtjS^ruAuM ^2 j^uuj A Sjj 2 fLua2 La£ - 

( SjAlllt ) L)^it J Jjjj^t Cj Ua^lLu^ -t 

( SjjaJt ) jlaUJII AjALa j £)Ajjj C^ 3 ' J L-iuai) j JabxJI CjUiilu^ -lj 
( Sj-paJt ) AjjbjiH j Jjjkl]! ^Atj CjUi ilutA -£ 
| A AA^t | Ajjla-alt ^ibuluj^ -J 

| Li*]) J SjAxJt j <jjj! j-a jjA CjULilu^ -d 
| jiS | (joujla-a j ^-ikL ljIjJLuuIL *14 - j 

( Aj2jia]t J ljI jLuJI ^iJulutA -J 
( <-A*>- cr“ ) Lk«A«i Cf iua*jiA -£ 
( Jjx*j JJJ ) J jaoJI £*aaJI jd^ail J Jlja JJJ CjUiJil-w Ja 

I isjj^i | ajUaJi j \i±*a j isj*jb -j 

( AjSj-uJI J dtjlj j Aj2j^]1 j jSuufl jV j! j A j n^i^t j AjA^JI Au^JLuxll CjULulLuoa -til 
( Y % ^ 6-*- ' t J^JJ A^tj^J AjI^jJI £Ua2 o^J jt j2 ) 

Sjj 2 <jiu] j ^1x2 ) AjjLHI JjIatiAlb t fljKl i-uJa£ jj£ 12 Lat^ ^J-^1 tAk ^ ^^xj ; Aia ij^la 


■ A^ualt SjIjjj Lg j = ^i AajA ^j Aj2j^ 1 iajj^ ^b.rt 
. ^jU^j A&Lula£ ^1x2 ljIjIuj O f Lua2 Jaj-ub ; { JsjI2 J jjlmxt a\\ jt A^jLaJI -j 

. ^L^/l A&Lula^ ^1x2 J-a& ^1 jiuu V f Lua2 JajJb ; J-oLa (j/a^Vi ^2 £)Lj JAjaS A^jLj -uj 

. ^Jl ,^t A^LulaS ^^1x 2 f Ua2 JajJb ; J^La ^2 £)Lj Ja j-a£ jjIui^La ^jjluaL^St 

B JpLula£ ^1x2 Ja! j ^ f Lua2 JajJb ; l^Jjbu La jj d)jjj£il) -J 

. ( SjJuUa ^L-saii A Ajj ^1 AJLaj]) ^jluaLaJ) -d 

^ Y % ^ Y AluJ ^ Y t jtjilb JjxaH Y % % t AluJ 1 Y ^2 j A^^lt j^jj Cy* Y Y SjLa j ^ A SjLa J 
^jl^Jb Jaxit (jjSj Ot ifljluij j 4 Aj2jH 1] Sj^ Sila£ Ja22 J^oxS) Sjj 2 t i*si\ ^u/iVi ; AJa j^la - 

. Cj)J J (jiu&aLA 

A^Al^aM ( ILLuj Sjj^IaI) J A^aLaJl AjuJalt ljI J CjULuiIu^I A^j ^2 (jjj^-ui Sjj2 f Lua2 Jajlub ; Aiajvla - 


☆ ☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆ 






☆ ☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆ 


■ A^ualt SjtjjJ &flj ^jLoaujt AajJ fJS AjdjS3t iajj^ La -VT 

, (j/i^Viti ljIj ^d ^jLuaii Aijla j ^ ^Ixd J-a^ (j-ial^ Jxj ; at jjjSjJI -I 

. ^kd J-a£ ljIjj-uj t Jju ; Ajj^aM AlLajIt + jjlu^La -lj 

. ^L^kl£ ^ixd lj( jIuj t Jju ; J-aLa jjIu^La + j/u My La ^jiual^Jl 

. ^j 1 ^ VlS ^kd ljIjIuj o Jju ; Ajj^aM AlLajlt + A-ajLjJt C5 k' (jjL-^l^it 
B ^jLuo^IS ^^kd ljIjIuj V Jxj ; Jadd Ajj^uJI AJLajJt ^k' -J 

, ^jLua^LS ^kd J-a£ ljIjIuj V Jxj ; J^aLa ^ ^Lj + jjIu^L a ^k ^t\ _& 
, ^Luxkl£ . ^kd ljIjIuj ^ % Jju ; Md jjlui^La ^k ^jjluaLx]) - j 
B ^j 1 ^xxl£ ^^kd ljIjIuj ^ Y Jxj ; kid A-ajLj ^k ^jjkakJl -J 


( y % ^ y AkJ Hi jt jiib j^i r % % £ AkJ n y a^i jjjj jt J ) 

. Aijlui Akd AjxjJ J£ ^ CjIjIuj V JJJA Ixj : 1 ^ jLilui) fj lj J jLiluij A^xjdJ Ajdj^t ^jj ; Akjala - 




; J-alHi jaVI Ig-fclx cij^aj j ( Ig-^adj J^xit A$a g jhuai V ^3j> ) Ajjj^^I CjtjU^t pljjj U -H 

( kid S±x| j S^ Ujj ) gaJt S jUt - 1 

( laid dj^jl j$Ja t AxjjI ) SjLxt - uj 

( ^jkll Q.iW^t ^1 S*laU ) d*Ja ok^ kJLLait SjUt -£ 

( ^akll quWaW U.Uau S*laU ) J^xit AjUat SjUt -a 

( Y % ^ o AiuJ ^ A ^dj A-ij*1aH cH £ ^ ^dj SjLa J 

; j^t IflU j ( Ifruadj J^aJ( A^a fl jhu/i V ^1 ) Ajjj^jII <^tjl»Vt pljjj ^ U-to 

(4 jj] 1 j 1 ) S jJ« Aidt>* s jut -t 

4 | A-4iiii ii a jt jL lj j jiuu l-luj j^jj sj^i jii SjaIi ^d jj^vi Sj-a 1 ^ jdiait ajI^j sjia) -lj 

^ J dial) AjI^j Sjl^j J^Lk A-^Lu^Vt LjUxaU]) CjlS(jlui) J-oxSl A^I J^Vn 
^ Y % ^ O AluJ ^ A ^dj A-ij*1aH A^A^Jl cH d % ^dj SjLa J 


?o 
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; Aj^iuJt AjJbjgrVt CjtjUVt ^bt JjP jA La - T ^ 

. ^jVl <kA\ ^ Ujj ^ © - 
. AlatS Aouj ^uxal <j^J U jj Y ^ - 

. 4-aJ^]t ,jh ljIjj-uj jJu& ^-Jauat ^ Y* * * - 

. Ul^ jji *« A-vt\ 41uj JjIaj ^ La jj t G - 

' g jh ^ J ‘ A-aau jj]) CjL-ujU^itj Jb^Vt fti 1 g \\ a ^ ^ ^ AjJLj&V) Lj(jUV) ; Aia \j^1a 

. Aj£ jj^Sf) lj^UsaJ) ^bj 

( Y % > 0 AiuJ ^ A Ajj« 1 a]( 4-a.liJl L>* ^ ^ SjLa J 

i Sjuyb g^aji fUjj Ajai^j s jsa Ajjb^yt sjuyt ^ lJL ^ j& -rv 

ljaj Vt J t J-4*it A 4 A Alatj-a Jj-ua^J) j Sjl^Vl Jj£ tillJj c-iIL AjU£ iajluu j tilij 4 ^aj 

. ( A^t Ojjtii AjLiSJt A^lil ) SjjIaJI S jUVt S >a f t£LSt Jaj S j ijxlt 

■ AjjLu^t Cjt^luJt * 1 l^j ^ AjJbjg^j CjIJIa) J& - 1" A 

<ixj j 4 ^Uil ^l*Jt -i j jliHuu) jxj (j£J j jjjtuJt ±±^jl\ Lh W Ji ^ % til jUI ^jkr J^aaJl JIaj f*j 

^ tc, s^| ^LxLuiIl ^jj tilljj ^ 

I 4-JU3I j>tjfr Vt ^j ( tilaj^l Ifelfr J^aaj ^ ) 4 j.Ajj&VI til jUVI Ai^aj Jjajj J& -T 1 ^ 

lJLisM VI I 4 I 1 AJJ jjaj Vj AjJLjC-VI AjIJIa.) J^li ^Js. J j j 'Vtll <-jllaj fialj j‘l tilaj^il ^k- t_iaj - 

JjlLa ^jVu*n AJl^Jt ^ j ) u! jLuj Cj^j Jjjj V IIaIj jj£V 1 /^iS' bjjJt J jJ^i ^ij J-4*J) A^L^aj JjltTi 

AJli 4 Ajljl^j Jj^aIS ljlLLj ciJa ijaI) ^Llb )Jl L lj) jluu Lj^Ij jjj-a Jxj cij^j 

. JjIaa f Lialla) Al^ 

^ Y % ) ^ AiuJ ^ A A-J^IaH A-a^^H (2)^^ l>* ^ V SjLa J 

Cj(jIaV) Au^ajJ J j^Sa Ajj^bl A-aJaJ( ^jjjUL J^xJt lj) ^luJ) ^ AjIJIa) uiia. ij-a!) ^Slvj - 

( Y % > ^ .1 _t" % ^jjb j Alaii AjIAj ^Jjb ( 4 ^ 

^cjj^ 14 ^ J^saj ^aJ AjJb^Vl Cj1j<aV1 CP Jj \1a cila^t jVi^n JA -t % 

; Y^o-n-r% 

L)-A AjJoaI^A 4 J 4 *S| t AjIjUI X U^J (J& ^U JjUu ^jVurtj ufllsj^l ^Ijla]) ^JJ^I JlXJ 4 ^ju - 

. A^lilt + ^-uiLuuVt 

B A^JLu^J ^jj j AjjLu^a (jj&A ji JJ ^ jSj AJli 4 J4^( t Lh CjIJIaI uila j^U jl£ 1 j) - 

?? 
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■ Aj^luJt AdajUJt dtJUVt ^bt JjP jA La -i ) 
t A j!H OfljUJl ® jIaV) <-itfa Otf£ u&j <Q ^ t ®>a <j£ ^ L«^^» e)±*JJ Cf^*' ^ ‘ ^ <»M V 

. L-iUxJl £ujb Jju A£-Luj 

; Sj^Ll^ AjjbjteVt SjIaVI flgdj) Ixj Ad ajts^ SjIa) ^Loj Ja -t Y 

**i A^ajte aJUl fjJ&S 4-^fi ^UJb j 4 dJj jIaj jt L^'j* l$' V ^J' ‘ ^ JJ^ ^ 

(jja AjJj£ ^&J-a AjjI n*u *it L-ijjIa ^jLuJVl L-n^j jSj 4 Aa±uxa tgJI ^jIjj^V) djt^Vt ^ J^Vt £)V t ^jLjpV) 

. SjJuLla AjJIjj^V) SjUVt Sjj£ fl^jjj Jju Adajl^ Sjl^t Jj-ua^Jl Al^ qa £)j5La 2 Sjl^Vt 


; A,»da^4 SjUj P^J ^ l-L£ -i y 
£ib j ^aj-oiJ ^JaAxii AjC'liaSji £j»a Aj^Lui Aj^^a £j*> Alme£* ^ ^ ^ ^j! (j^j^aJl L-fils^-di Lf^*' 

. db^ljj Sf!^t o^jbui) jjjxjj 4 Ajj$£ tilti Ad^ jJ*j |J) Vt ( uiljili JjjL o^ jt 

{ Adddl A^JdJl £y* t ^ SjL* ) 

; j»L Ajdaj^dt dtjl^U AaJl jA La -it 

- ; AjjVI ^ q^a^a1\ ^ddl jA^t (jA jIjjL Ajdaj^a SjIa! ^LaJdJl ^ ^^Vi dljiuj Cj^j JS J-abdl JjVuaij 


. J-tS j*l* jfAl *»3 - 


■ *j * t c> %V* J^bu jaL Adb Jfii A&S - 


. ( C j^A 2 kl \ £yu 4 JjLaj <>J J^Vt c>A %v d ) (>a % d • ^bS j£j 1 t\ A1 ua - 

. Aj1\^ jSl ujj £j) ^J) J^»l£ J^L AjjI n**u *4 Sjl^t Ajla jaI I j^Vt (j * axju ^j^jj^Jt uflla ijaI) ^-La ^jJal) - 

^IjlaIj aJL^VI (j-uu 4^ jL J^IS j^L 4 _lu3j^ SJIa) ^ J^uit Jiij J^LUt J^xit 4 JIa ^ - 

^ Y % ^ 0 AiuJ ^ A (2)^^ Cy* ^ ^ SjLa J 

; lj! njhU ^Lua C jIJL^) ^Uxj jAta -t a 
IgU j 4 ^ S 1 I 4 Jljls Ljjjja Cj^IH dlSj j 4 J^i AjujI l^jJu j 4 ^ J^IS j^j J j^t AlaLui j^V) AP ji-u ^ua^l '04! 

( A 1 AluJ \ Y JiLit ^jjjli ^j-4 V % dJLa & AjJJl^JI A^JLiJl (jjl\l &a t A SjLa J A 

; Jim AjI^j SjUj ?\1 aj > U -t n 

SjUVt SJw j 4 Ailsj^]) A^ajjL^I Cjlli^UlSl AaaB J^l£ JaVu J^xSt A^a ^ jSj j j^j l)J^ Jiiall AjI^j SjIaI 

dll JA Cj^Ij 1 g jlc> Jj-uO^Jl ( J^4J J A-4 JaJ| Sda J) jh dl jIuj L-LUJ JAJJ SJ^Ij]) SjaII J^VI 

( AJ^] ^ Y Jifcll Ojjli c> V Y S JU & A-ajJwJI A^iiJI a , S jU ) ( ±xlj J4W 
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; Sj^Vi Ajtej CjIJIa) ^Uaj jA La - t V 

L-illaH fji9u ji j t ( A-iuaj^ SjlgJu J^at ^jJ£j ^jj ) Sjj*Iula Ajtej t .ittin U^O 4 L)J% L^tjJ ' 

B A jL^Vt J-4*J| A^A ^ ljIaILu^L 

: jt rjj^t ^b 4 W fSJXjk u - t a 

j*il AIuj £)£ JSj ^ S*1a 4-uitji]! jt J^lU £jj]t ji-uj l-ujj La ^jJ£j Jajluu <j£J j 4 ^-ua2! ^ l^J <jjji W - 

, | t ♦ ^ AiuJ ^ A A^J-aH 4-a*^H £)jjl3 &* 0 % SjLa J 


Cjjf I j^Jl j * LulaIa 


jI^V' *0^ 4Ali*i Jjjftaafl ji tjljaa^V) £j& O' 6^ J ‘ JjjSViM J*J V) £j3jj jjaj V 

, | t * 1 ® AiuJ ^ A A^J-aH A-aJaJI Ojjti o^ d ^ SjLa J ^bt Aj^j JjIaj V Sjui j^Vt 

■ f tj^t jtjS £)* ^slH\ <jLaj Jft -0 » 

( AjjJlaJ) A-a^JI ^jjLfiJ AjJjilU) A^i^Ut J djjJ^ (j-A ^bl Aju-uj Jiti f tj^it jtjjb ufils jjaJt £ibt c-j^j 

. Aj L-ilaj^t £Ujb <> Lajj £j!uj f tjaJt jtjS <> fllajJt jjaj 
: ( bl*Jt SjbVt jjg- (> ) Lila^t J& LfrajSj J jj»j Cjtf tjaJt ^ L-M 


.jt^V' - 


B AiuJl ^jh La jj (Jjluu JjIaj ^ JXa j! $JlaJ j^Vt (>a - 

, (j .niui ^ Jjjj ^ S^IaI Aj&J^t Jj^b - 

. o^l AJUVt - 
B A —aaL1\ (ja J^iit - 


■ Aijlajlt J^A>it pUajj^ft lj> jjfl jjjj Ja -0 Y 


La A^bll La jj A^ia^M Jili ^J^j ^1 La AL^Ia La jj ^ula^ ^UaSjVl SJ-a ljjjI^j ) Jt ui!a ijaS) A-Aii n - 

B ^alxit Jili 4 Ua jji La jj (jjj^lj ^j-a A-A^i n LUi£ j 4 JjjLa j^xj ^jl£ A^LLIj) ^jl l-ujj 


{ AjjJLaJI A-aJ^II (jjjli ^j-a *1 1 SjLa J 
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( igj^l Sfli&II jjjIj ; UuJLrt 


: t.u u dt^uuasu ( ^jiiJi jjji^ns^i jjjis^Uaj >u-or 

% A^ — A * ; JxuijlaJl Jj3 - %^ * <> J&\ : *<-i£ - 

%*\ h - 1 * ; Ja^ji^i £jj - % v ^ — v « ; Jauijia - 

| t < u AJLuJ ^ t (jjjis (j^j t ojLa ) % *v * (3® J^t : 1 • a - 

Aj^lil j»jiilj j 4 <Lu3aII (j$»bl CjLliu jIajI (j^j jirtC IgjS JIaj <-«l aIUHI 4_bJ ^Lal jjjSiUl {ja ( aUjuil jjaj ; <Uaj^L« 

. Ij^ui JjLaj V dAa JMi CjLal£u3) a ^ cluib 

\ i £j Qjj^t Ifck Jjlajj V iblfra. qjIaxj <3^1 ©lJa!sU ( jjjfflt ) S^li^t jjjSj ^llaS jA U -0 t 

■ Y . W 


%A^-A. : *ui£ - 

% "V £ — 0 « Jaui jla _ 

( AjjAaJI <La.liJl AjJjiHi! Aaj^UI Sj jua ) 

Ujj \ © J!jU 4j>bJt AjaJ *.i jjjIUI (^A ^ilaUl jjaj ; <Ua jala 

( <LuAa 31 <La.liJl 4_jjjjHH <LaJ^Ul - ^Lu^aII <La.iiJl (3$jl5 <3® Y 1 j Y © J|ja J 


% ^ * (> (jic-i I JIjaa - 

% v ^ — 'v © IhAji^t Jja - 

%®« 3 »t# 


£f$±* ; butui 


■ Ajfl L uaj AaIj t gjte L- uala lt J)Vu * n AjAujjlt Lj^Uaxil ^bj lj! jVn j. 1 ]) J& -QQ 


B# lgj& Lua jP SjIa) j! Uf'LJxa ija! 4^-La ^.4 tillj Sjjj^al) CLiuaj£l tJt Cj^UaxJ) ^ uiB j-alt JJLuij 

f AbjLaJl 4 -a^Sl OjjIS L>* ^ ^ ibba J 4 JL^ ^jjj J*o& )j) ^Luat A^tj J^j ^ jj i ^£» Jj-ua^Jl i jj JaU Jjakj ^JUib 


■ Ugr jj^ujj AgrLuj ( Cjl jVij ^l AlaLuj ) J^aaJt ljIpLuj JJgr ^n^vj A^L^l Cfj±A\ Jjb^t JA - 0 ^ 

dJLoJ J^xS) 4jjhsu l-ixj 4jj clu^ J^*Jt Jajluu (jiJ j 4 dlij 4_aJV jj V 4jj du^ 4 ^aj 

B ( J-4xS) ^)jA j-4 j-aVI u( J fblaVt Aixuutjj 4 ^-Luj Y t 


?V 

★ ★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★★ 






☆ ☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆ 


CjSjJl (ja f J-aadl ; LLaIj 

■ £&j^ £^a fjA J^xil ^Uaj ^ SjlilujVt (j^j lJla£ -OV 

4 ( f txjjt — f — Cnjai : !>&* * ) t$j JaxJt ^ cr^' ^Sfl f J% J 6 V ^ 3 4j^ f J^L - 

( j 4 *^ c3^ £y* JjVI ; ilia J 4-Luilt jt j g *uJ t jt ^jj^jVI (jjbjj Aj y^^A J-axlt ^bt £)J^ £)t ba£ 

luJ 4JbaxJt £jjjj SjI&I 4 ^uViAati AJaluill j 4 lj(jjj-4 j! JsjI j^ua £-ua jj JpJl )J^ JjjSj SjbVI CjI^jJ jj*j ^ - 

... ( T%%3 AAjaI H % ^Sj AjjbVt AaaZU jjjj jtjS ) ja*it 

( Ajp Jj^aaJt jj^ajj SjbVt ^44 ^ UA^J ‘ AjjJ 4 J^ ^tJUVt (>uia bijJt <> f J4 J^xit ; Ala jala ) 

; £&j\\ £ja f j» J^xj (> j»l ljUua (JLaS -3 A 
{ AjjJjaJI A^JiJt <jjjISJ h±&l\ J j^Vt (j-^ % ^ % (j^ b^ jj-ujI ^bt Aj^Jj J-axj ^l!l uiiaj^Jt - 

■ ^jajVi Jjj^ba LjlilLa jt Jalj^t Jj^vlt L5 1^ (JjSjM £yt frj^ J^axlt JJJJ J& -0 ^ 

Aj-uJ 0 A aSj AjjbVt A \aY\W Aljilt jjjj jtji ) J^vt /Jtj^lujV SjjLall AjjjjaJI umIII <jAa ,Jp uiiaj^it 1 

( r % % n 

; Cjtj^xJl jl AJU11 CjbSjj^l ^ jjjj CjSjlt (> f j» J^xit J& -1 » 
A-iaajJI jjjj jtjS <> \ % SjU ) CjtjiUi) jj CjIjSjjJI ,Jp Jj^aaJt <> CjSj]) <> f j^ aUxaj JjaIxH ^Laj^ jjaj V 

( r * ; 0 a^a * . ^j ajjIjvi 

■ lj^j]( (jA fj 4 AjjiuJt AjJbjg^Vt CjtjUVt ^bj JjP jA La ^ 

^uaj^]) j AJajlxi) j AjJbj^V) CjIJI^V) ^bj H£> 4 l/ii b^jj^uuj ^bj Aj^j Jjaxj ^jlS) uilaj-^t 

( A^J^t ^jjlii AjLiUlt A^J^U) & A^j^t A^iiJl ^ SjU it ) 

; ^jjIxaII ljLuu^I Jjf' ufllaj^i) A-^Ji j-4 A1 aI£ SjHi£ CjSjII j- 4 f j^ J-axi( SjjS 4 ja/iVi Ja -"It 
[ V * * 0 AiuJ ^ dV'V ^Sj ftjjj]) o^J jlj^ cl)- 4 cl)- 4 ^ SjLaJI J Abl£ 4 -a^ Sjj^ \ g \\* *n% j ^jj 4 ^xj 

■ 4 jjjM j^x is Abis Sjjj£ cjSjit £ja f jjAxit Sjj^ 4 j**nVi Ja y 


J^xj LjjjIxSt jlS tJ) Ajj (j \ J ^IxiJt JjAxit ^ AjUISI SjjS JUSIwjI L-AjJait ^jIg* ua^j Ajj Cjj^ 4 V - 

(jSJ j .... AjIxiJt JjAxit dJU JLa£1ujV ^j^a 4 -ajjIxS uipLuxa 4bt jluu f Lua£ Aj]^ 4-a^j Ajli 4 ^jSj1 ) ^4 %® % ^UaL 

. J«\JL*1\ LjI a iU^j JjC' ALaI£ AjaJ^i Sjji£ LJ^ jil (J-a f J^ J^xit Sjj^ ljLuu^I jjjj V tJA 

; 4^jS jl I (JA f J^I JjaUI] (JjLuaIjL^) J ljUjjaUI]) Jj^uUJ J££2 a]| (JA -"It 

. Abl£ A^j£^J) 4^ AjjtJVt A^jJl J 4 V 1 I - 
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^Uall) (jk dtjluiVl S*la (jAua J-at£ib i±A 1\ J^Jjj 4 ( J^LSJl j^Vt ^hLujI i J^ ) J-at£Jb ufllsj^l JaVn - 

( ^ * * d A^uJ ^ dW ^5j ftjjjit cH^j jtjS (>(>1 SjUlt ) 

; ( J-alSlt J-aaJt ^UalS SjjaJt j ) aliilj ^ f^jl Jau ^ fj^ fix!) c£*j J& -A 3 

AJ-uJ A % a£j A-jjtJVt A unit jjjj jljS <jja ^ t $Jba ) A^l^aM AJaluJl jUL l-lIL *jJ&j uilajASt /Jja £)* * 

( y* %o 


a.tutt ,-r^ ■ u^u 

♦♦ ■ 


,>J& Y « > t ^ t ^£j QjX&\ ^gjjfr Jjiaj ( %*v » ♦ ) 4jjfr&l jaljaJl Jj^aaJl Jfe - "H 

; ( ^^jbjluibb <b>JaJl ■■'*■'■ JjjJi^ CjlilLa ) ^jl.v^l 

jjJ £aaJI (j^» ^jLa lilLifc ^blb j t | U ^3j jjjUlJl £>« Y * SjL«| 4J jjJl <bj| jaa £yx 4J ja« jfll jaJl - 

( Y « \ t-O-h £UjIjj <bjbVt j AjJLaJ) (jjj^jllS A^uoil jj jj J&Lula uUa^ J (jjL^uflVI bililia ^jJJ j jfll jaJl 

£lL§ o-aij HJa 4jte J\ £lLfl <> jJl^l Y . \ ®-*l-Y Y £jjbj VI r / V ljUm. ) 

( diULaiiL. JJLulU Y Y H Aaj^UL J«mJ| jt jaLuAj <LJLaJI a jl jjj <LJLaJ| LjbjjJ»bl 


; bl»Jl tbLmljJ^I l ^£> jjaUI jAIa cij^a fra (jjajbuj %*V » « aJjJail jfll jaJ) cij^a Jfe -*\V 

ji (J^ J^' J <-ij«aJ (j* < 4 ^ (jja j j rtUM jfiljaJl tij^a <Jaj V 

M ^ * j Y * * ® Vfi c^J O^a OYHJ StjJJ^t jt 4 JL#jil jl jjIjaIaJI 

( y . u ILjA \ t ^ j Qjasii (> y r Sju ) . y . * * 

Y <LuajUJl jj AjjLufrVI CjI jIaVI jfll jjIjj Ja -*V A 

i— iU£il ) UJJfr £)l£ a 3 ® JJ^' c3-5^^' Lf^ Jj’ l/a '^^ ( %* ® * ) jSlaJl jjIjj V - 

. ( ajbVI J fJa±Al (J JSjaJ! jl^-aj) j)j3 J & AjaIUI 4Jj^I jjjj ,ja jjUa^l Y * * 1 t 


Jib ; ->jjViU Afcuali jjxSI jaijaJi J& jjjU ajjfl ^JJbjfrl ejlAl Jj-aaJl dil4j 4JI 

. %t®. jJLj j ji) oaliJl jalaJl 

AjMj (jt Jj jj V ( _ # jil ^LuajlxJl ji t AjJLj&VI Cil jl^Vl ( _jiC' Jj^aaib ( % ^ ® * ) ^LuaV) jSl^l jjIjj V - 

jjjl^ Ajjjiijil 4 aj!!UI £ja \ T eJU ) Ijj^jji Ujj j*ifr 4 -uuaI j£ Jjjj V A^baj^l bil jl^V) ji 4 ^Jf*- 1 


? Y » ^ o-V-^ ^ tj^g-) Aij^a ( %^ » ) ^LuaVl ^ La -A A 


?£, 
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(j* 4jjj±^| jj^aJlj JjjxSIj <_^*iJl jj^aa^l fbi JJC JaJuj ^Ij p\S$) jjjUa jSjjj ^LbaVt jSUJl i_ij«a Ljjjj - 
fUJ&i <»jj Ja 3 %A® <-ij*ajj ‘ J^Vt fjs> %A® A^*jj 4Jbl ^jjSj ^»jj £>a 1 %Y * * A^ijj l^ij^a JjVUn j 4 4jUI 
Vj ‘ %v * (ja Jfli %® * 4^*jj 4 Jbi ^jjSj ^jj £yl %® . uij-ajj 4 %A® <> jSi %V * A^iL 4 ibl 

( Y * Y £ <UuJ Y £ fkj (JjjLjiJl (JA Y « OjU | %® « (j^J Jfll 4_UiUJ 4j|j| ^JjVl ^JJ IfS J^3 J^**' "J 

.S^jib JjbVIj <^UJl >-b^t CH^' oUjJl J^J Aij*-*J <**£^1 ^ - 

AjJbjcVt UljUVt jt 4 ja*jjJ| b^Uaxli ^bb ^uiUl jjIjj V ) J^»xlb jj*jaaJl fbi JJC *bVt <»jj3j ^ ^tjJj 

. ( 15 J& v cr*^' AjJajAJl UljUVt jt fbt J& I 4 S.I 4 Jjjj V ^1 ^bajlxSI j\ 

J^xll Uliblcj t ®JjaJt jjjUj jjiuj t Ja*U 4jllj| 4 ajJj 4 J^xSI ^ JjfaJl *bVl fJJij ^ ^tjJ US 

i £ jJb ^IjjWlj 4 jflUilj 4 <b3 .I^IjjJI UIjjSjjj 

.( r . w rri Ajliui) AaJiU) (> 1 3 s ju ) 

? cil j^Vt jfltja.,^ U-V> 

UljbVtj UbjjAJlj SjljjJb £4*^' tP® SjbjaJ! Jjlla 4jJlc jj£, Jj$a SUlSj* ^Uj - 

<jc ) uiljJuVI jSU Jbjjj , Y • Y £ 4luJ Y £ jjjUaU jjfll ( Y ) Jjj^U Uia j IgJ 4 juU 31 CjbiJulu^l j 
jjjmi 4JU JJ& ^jIU ^LulLuiaI^ <>r uiUuVl Ujj^l (j-4 %® • <Uuuj (jjfr jiUSl CjULulL, *iaS) ^jjAaJ I JjJaJb jjSjuil 
(jjjliil (j^» ^ "l SjU J . jjj^i 4jU (jfr Jjjj ^i^ilui^ <Uunlb <>r uiUuVl Uij^l (2>4 % ^ * * <UuiL j 4 

. ( Y . U Y £ 

AjA*4ujil J^xSI uljjfl yh ual>iVb ^biil uaj US 4 <-L-ajil AiUajj Ajk\jJty\ AiJajil ^jSj ljaj - 

. ( Y « Y £ <LA ® V ‘Y 4^ail jj ijj jl jS ) jjc- j 

[ \ £ j (> Y j»ij SjjSl^l uilj^yi ^-ajS ^ U -V Y 

. SjIJ %Y « « + tiijwij yoY* . . ; ( AjjjJ^I jjA« ) SjlJjil Jjl JjSj - 
. %Y * * + t-iljjij %Y 0 . ; ( AjjjJj* jjJj» ) Sjtjj JjSj - 

. Sjba %Y . * + tiijwij %Y * * : ( Jjl4 - AiiaU jjAj - AjjJ^a JjSj ) ^lc jjAj - 

. dJbS % Y * * + <-itj*ji) % Y ® * ; ( fjiuiisMA jjAj <_bU ) j»lc jjAj - 
. S JbS % Y 0 « + cil j*il % Y 0 « ; ( jjAj ) ^ji - 

. S JbS % Y 0 * + t-il j*ij % Y * * ; ( Cf iuiJjjj» jjIj <_bU - AUaU jjAj ) ^jl - 

. 0/oY®. : ( laSflAjfll^! UJaj) jjjS- 
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. % ^ * * : ( -laSfl Ajfll J*ij Aijlaj ) 4jlb j\ ^j\ 4a jJ - 

; Y > U 4-L^l \ r V g J Qjllilb fitfj jlalt jflU aAba qaS jA La -V Y 

^Sc, ^jl ^ LaJlj 4 tSjtjk (j rt < rtVi ^jJC-Laaj OJJjLuLAuVt ©M 3 ^ ISJ 'j^ 3 j*'-* <- 3 > a J 

^Jjj Lu2 (_i ijlUlb ^LuiflVl 411b ^LluiLuiV) J«axll a jfl £>■* %15 jjl^J V 4 ja 11 jfllaJl ljI j uflj^AJ La£ 4 AjaIc b£lA 
;4 jjV) 4-mblb CjUibului^ib £$jl jlall ^Lui2b J«axll ^gJA jj Aaj^ll ojl jj £>■* a X ajxa AjjjjJj CjIjjJ ^Ifr O' 4 - 4 

4 jjluAba| 4 a»1c- d£lA ja ^Ifr /jjt.^1 -vU < _ r uiLuiS?l t-iij«all ^ Z 3 0 0 ‘ £$jljlall jA^ia) ^^uiLuiVI (-bj^ll Z400 

L^ 4 Z 1 () () t4 jutiSlll Aa^aI) ujbibilu^u ^Jljlall ^^uiLuiSH 4-ilj^ll qa Z 2 0 0 ‘ ^LuuflVt 4HL (jjlaUll (Ajbaj 4<bajLj 
fJJ&j jjjIaa atelj^j 413 jj . aJUll aAA <ja ^jVt ajailb l^Jl jLaaII AjjjjJj 4jIjjJ QiLaNU ^L-Vt cjjjaII 

.( Y . U Ab^l ^V ^j£jM 1I<> M aJLa )’ jjfilUlAl 

? E^jt jlalt JALa uij^aj A^aIaII jjfr&l frbVt jjixa ^b-VY 

; ( 4a jJ T * ) 4_jkalt j^aaII ^bt jbxa 

. Alai! ? . ^ylc- J«aAj ; jf*ill ^ f jj Y Y jbaAj -j 

. Alai! Y © J^axj ; ^ jj Y > — ^ © j-aaj £>4 -<_j 

. Alai! Y « J& J*aaj : f JJ ^ ® (> JSS j*aaj <> -£ 


: ( 4a jJ T * ) bj$Ju IfrJ tillbl tbbAjjjjll ^bi JJ& jbxa -Y 
4a jJ f * ; (j& ala jll a) ijlutal ajjLall CiLAjjjjll 4a 3I ^ %A « ^a jj£t 4auu1 ajjbaA j 4 SjKI -I 

4a jJ Y © ; ^yijl a jll at jlut^l SjjLall ibtAjjjlll JaI) qa % A « _ 1 * 4jtuul ajjbaA j 4 Aj1£j -u 

4a jJ Y • ; ^yijl a jll at jlut^l ajjLall CjLajjjIH ^uaSVl JaII ^ Jfll 4 auu 1 ajjbaA j 4ib£j 


. ( 4jall T * J ^ibajll ^a ^Jjbull j 4 j1^1 Ja ^Ifr JjaaaII ^4C> j J^xlb lj! ajlilj jjlVi jb*-a -f 
. ( 4 jIajJ ^ « ) ^^iuOAAlb jjjJII cr Alxll ^IaaV) ji 4 AaaIc- tbljD jl cbljjJ jjbaA jbx^ -i 

. jfllAll <J^»l£ ; % A © (> jjSI (»jjSj ^J^©- 4 J& J^axJ <> - 

. jfllAll (> %A © tij^aj : % A t - V . ^ J^saj (> - 
. jAIaII (> %© ‘ tij^aj ; % *1 H J^a©e (> - 

. jfllAlt 4JlajA jbb ; %©* (2>® JSS J-axj ^a - 
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% 0 * * (> Jai A^jjSj £jaxa £j£xui ‘ &^A (IP! OJ^i Lij$di Sj^Ij AjauJ^J jjdax CP t .U* u (> ; AJa jxla - 

. jfAll I AA (jfr Mal£ f’^jl jJall jalx cij^a £>* ***',' ; 11 ^UJb j t 

( Y * > i jx»a$j Ax^l jjjj Aialj^j SjjUaJl f.^j\jSal\ jalx cijua Ljl^ba ) 


; f ^jtjlait Jalx ^jfr J^uxj j CjU 1 '^M (<tll< fy JliJaVt L-uda J^au Jjj JA -V t 

(Ja ( jjjj\ .^^.Vl <j*axj Jjlx^l ^jj Jjl (jLaj Ajli t .-.1 11 ,^-s.U ^uiAj JuxU ^bJaVt JlJc4 ^ Jx£ tilUA <jl£ |j| - 

^jj | ^^luaV) A»a*aAj J^xll jjU aA£> ia jm>u j ^ a ,*,*<, .. />tl jjJ,a j fulfill (jjuij A^al^aj C)AJ* "*V ” a ^ (JLsJaVI ^«.«S 
. jjIaJI ^^jljlall Jalx J* Jj^axJI Ajlxil ahfc ^ ^£Ax Cja £j£j j 4 ( jSVl ^ <Jal£ j$-d did JlxJVt 


<Lxljxil ^jLuaxl Jjlx^l j 4 SJSjaII AjI^jJI fu >iSj AjJaldl ^jLyoxl JjlxJl ^a AjbLdl AJsujJaJl (jjiij £bj) JLaj - 
( ^(^jljiall Jalx 4 iajl^ba ) . I ASA j fdl t£L j KjnKl l ^L-axI JlxJI J ‘ JjjaJt 

? t-fll jjjyi jalx + ft^jljldt jalx (Jj^rt-yun g^jljlalt (>Lui^i ^ jdbdt fblaSft JA -V o 


( Y . > i jfAfljj Ax^dl jjjj ASalj^J SjjUdl *<|j|jlaJl Jalx ui>*a iajl^ba ) ia2a jj*Vt jalaJI ^ JjuaxJl <bj - 

; frdajlt Sjlxj Mjj jfll jaJl <a te Axuldt J^xj Ja -VI 

OjjlS Cy* t ^ SjU J <UfljIa ijll 1 ^jL^i J1 jia lj! ijll S jl^l ^UjS j^l Ailaj^l < j - v"u >n t ^xi 

, | Y * ^ 6 4buil ^ A ^ j AjjAaJI <LaJaJ) 

IJ±a ) AjJUJI jjC- JjfaJl j jaljaJl j biV^t J dlj^l AJl liluxa ^L-uVl j^Vi jA jxVi if Mj> - 

. ( SjUVI j t&zu jifjji ^ro 


; jaljaJt jablxVI J-^^j Ja -VV 

(jjluaLxIi JjaUI jau uflj^a "J ‘ jaljaJl 4 ^uJ A^IulaII bit 'jjsdL Jaljj^^U (jjC-bLuiaJj i pu 

. Uad) balu<l ja2| JP 

\ ( Ajlajlt L-mia J1a ) jatjaJl <-uj.d^ Aaj^l (-midi J^aaj JA -V A 
( A^jidl A_aA^J| AjJjiHil Aaj^UI J Ji .^1 J^l£ l^-ic- Jjxluu j J^fr Ojji jjjsu i_ujAld 1 Sjj a dux 4 ^ju 


; ^jAxit Jaj L-flj^a Jjj j AjJdt Jaj L-flj^a Jjj (jlajUj dUA JA -V ^ 

Cja \ A SjLa | Ia^j Juadl Jja Ajdall flda&V OjjA^I Cj^Adl uflj^ jaLuu j .. (jijbu Axjj V 

( Y . U AJ^J U 


; ( Y « « ^ Auud VV i lWAJ baLujIjA^t A_aja t ^A La -A « 

. olj/^U Y * * — AJLa^U S ® • — jjILuixLaIS ^ * * — A_4^La1S ® • 
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. <^*^J JjW ^>-a fJj V <jt CT*^' JAjaJI fjs> J^-aaJl jjfi jfilaJI IJA J j < /t\U <-i!la ^JAj u&j - 

; JjaUI jatai Jj.^-vtt Jaj) jfl-lA J& -A ^ 

l^jaaa AjIc- Jfl £j*J VI J ‘ 4jli£ jjjAj ^^£>1 ^^C- Jaaaa £ja !tal£ jfllaJl jv i nj - 

. ^Ll <u«i 

<jifr plj ja £-i*J VI J 4 AijLJi 4_LuulS 4jli£ jjjSj Lf Sc.V JU31 jjjltfl J*aaa Ja jfilaJI ciufij Jaa^u - 

( 2009 48 i^J ^Jj'JVI AjaiUI jjjj jljii ) . fU 4 aa*a. t$£jaaa Cj|*lja. 


( Y « \ i 4_luJ \ i ) t ~ jl J?''. l J^I JJ‘^ I ' V Jj^L ^ajfl ftiai ^ -AY 


^aSl Jaj ) | ,j<a A — ^ A J ClujaJl Sjjil i 


( ^ A — iaY ) AaJLuia^l ojiill Y © ; t. ajKMl <_mia - 

( \ « j 4ajLuiail a jlilj CjUaaj oj \ « 

y ♦** v *♦ % y #♦ # #v 


( ljl-laI] ^ * j AjjLul&II SjlLLS ljI jVn^j ^ J 6jju t 3 ... AojLula V % ; umial) - 

( lLuliaII A j AjjLu^I SjjilS ljI jVnjj A A^j ) L-uxd 1 % — - AjjLu^ t % ; ^JLuaiSft ^Lula - 

( t*nuM 1 j AjjLu^I SjliLS ljI jVij^j 1 J l-ux4 V s ... AojLula o % ; ^iLuaiVl - 

{ ^ujaU t j AjjLul 4]) Sjjii! ljI jVij^j t J^j J lui4 4 % — AjjLu^ 1 % ; ^jLilujVl - 


; fUlabU ujjj^t cij^j 444 II ^ La -AT* 

{ 4-uJ-aS) 4-aJij) (j-4 V Y S JLa J 1^-iS ujJjioJt 444 ^ 41aI£j ljUIaS) lUs ijaI) j^\ £)J% - 

; 4iLajlt f UlaV c-jjj^t cij ^ j ^ La -A t 


. A-iiuflVt fjUfr ^ ^j- 4 ^ J 4JUjH f blai - 

? 4aj jjxj gj JS Lij^all <J£ tJj t ( >L ) l^ij^a AJU Cj UVu * i 4 jjaj ■Ao 

f 3 t^! VI ) UJ^ ^ cr^ c^J >W L-ilaj^li ^ U JtJjluj) Jjaj V 

Y « % d/V/^ 4^iKj t Y % % t/Y /V 4^iKj 4 J jJlSI ^jaiW^ dlij j bb ^ ^ j! 

r ^ j ^jjJ 4 .US ) Y • Y Y-Y Y-Y A ^jUL n Y t AA SjbVt j jl^Jt ^ J ‘ 

djL jt J Jj^a (J) 4Jt cr JL4j ) AJUt Cjbj^ult f Ujlyib j ( hl±*l\ A^^ll 4^uit ij\S$l Y % ^ T 

B ^ ia^ j Ajj-uaj J^xj ^ jij J^xit 4 -g^ ; JaiJb tg jIp ^ 4 -JLa ^JLl^ ^jVu/i 


■ J-axit A 4 -X ^ cij^J ^^1 SjU^l Ljljjj ^ba -A 1 

5 L 4 It Li j^jj 4 S jliaJt CjLJAj 44 ^) ja! SJa] JaI^I J^SM Jjbu U l 1 j *4 A^^l\ f U 5 | uilaj^t ^ jj 1 Jt - 

^ AjjXlI) 4 -aJ^]| ^jjjli ^a 1 1 SjLa J B CjliiIlt dJ^ JaVn 4 - 4 Li l-ujj j! JVjV) ^jV jt Jaj^U 


?o 


☆ ☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆ 






☆ ☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆☆ 


t * \ i 4. Lul \ i (j^jUai ^jj* i>>l -vt) ^LlsVl ljUja Cj)JjL« ; ]j,uXs> 


■ c-jjj^) ^jjjLuui Sjbp ^ 3 U bba -AV 
: JN t £j^a L)^ SjbP jAj ... lajjaI) ^^Jp Cjliluaj tf \j jStjaJt Aa j 3 Aja U«aj o^luiVt jA - 

j jjIuaI aII lj(j!>Ip + Ajsu^ulII) Cjlj^Ui) + Ajjjilt ljI j^UJl + Aa \J.aJ^,a 1\ A^bLl) ljI j^UJl + Jj^aJI ^LaVI 

■ AjjluJt Ajjjilt S j^Ujl gJbj — A A 


. ftp J£ <> jJjj <-&ja 1\ ^LaI ^\ ^aj j 4 ( AJUlt AAjjdt uua ) CjtgAix ^ ^ £jtj^ " 

; Ajinv^nM Sj^Uil ^ Ia -A^ 


^Jaau ^ -IgA* Jij 4 (JjVuai S JaJ fufl£ jjjSj | Aa^Lx jjjIxa! LLJa ^jjbU 1l qa SJ-I^a Agu lA ^Jasu 3 jilp - 

^saiaj J 4 ( Ajjjilt Sj^Uit 4 -aj 3 (j-iij ) Aa1x 1 — i tgJAjS j( ( 11M Aaj<J j£ OgUUJI C> % ' % 4guoJ 

- ( ^ Cy* 0 ^ SjLa J cajjaI) ^LuiV 


; AualiJt S j^Ujl 

(> 4 ifiVi Aauuj t 4 Jjilb ^JaIxH f tp <J £ <> jg-^i ^ 4 -AjlaJt £a U jtjSt fjj £t£ Sj^xl) ^ - 

fj lj(^ 1 uj <jaa! S± 4 ] SjjilAl) jj^Sn (>Ja Sj^Uit aiA Jj£j ... ( bjiui ^wilwiSfl C> %^ % cptj^ ) (2J*y Ai^j 
ljIjIuj ljI j!Ap f*ua fL AjL LaIp .... ujjjaJI (jAjJ$ CjI jj-a <jaa£i tg \\& Sj^bJt fJa tilb Jju fjj 

. Sja JjV Aa jS^lb Ajjjju JjP ^jiLUt i*n.W Luia JS iajja <jaLaV 1 j iUVi ALLuJt 


j 4 ( V ja^aM jj ^-ujLujVI Aa \jaasiaW f I j-uj | l-sjIj^SI ^ SUxa Sj^Ui) di& Aaa£ ; Ala j^Ia - 

AluJ Y H fSj (jjl\l J ubtj^olt (jA SUxa jj& lajjaJI ^jjjLujI LjjjiUij &JL& fJa Jaj ^u*nVi ^Ul jfit (j£J 

. ^ Y % % A AiuJ Y A fSj ^ jj^t (-b)j-uai) A^L^a ljUS - ^ A A Y 
(jA-ua A^l All Lj(jiUi( £~uaj (jA j£bi] fg bp CjI^aj AajLuaII ljIj^ jl\ Ax^Ija fblaV) £aa^ ^Ip ; Ala j^b - 

. USLLJb c-b)j^a I^ja f J axJI Cjt^Ai (jl axj ^jj l_u^ ; ^jjj^al) f U pVI CjUIa 


; ^tjjlS^tj Sj^P U ^ 

iajUbj t lajjaSI (JaLaV L-ituaj j ( Ajjjiit Sj^Ui) 4 -ajS (JaAj ) AaI^ 1 — t I gbj^ j t 4 \t\yAn Sj^P - 

a (tV (jA ^ Y SjIa J ... ^1p Jaj 'g jIp L-iIIa 


: Sjjfcun jj»S» u y 

: Jft \ £ja+a & SjbP ^jk j lajjaJI ^jaLujI Li^lkj Aa^Ia CjUVuaia ^ j 

S j^Uit + A jjtati (jg-A^t J^j + (j J^bt + JaxS) AsuJa Jij + A a ,ja^oa]) jjP AuaLLSl ljI jibbl + jSt j^l\ 

. ^ Aa^aJI (j^u *i Vi JjjAiua LjlillA J j >t -|- Cjb^AJjilt JjUa + JjaaII + JIaxS) JjP A -Xja + AjPbu^Vl 
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■ ftuim f JAjj__U Qjj til QjaualiJt frbi£U jflljaJt 4 ^jS frhj ^ - 5 V* 

: (V^il ^ J t %\ * * l^j^a fUla^l jfilj^ £l£ Y * ^ £ <G*^ ^ £ fij & 3 MJ HJa 

. (j^aLi ^jjV*^ jaUil 1 1ft V j t <-uj^1 o-L-i p j' i y ^ ;j‘ * % £ ® * <j^liJl jai^ii — I 

( jjfiill ?±&11 g^ali> ^L^aVt jflhJt ) Y«>©-V-^ <> IjU&j %^©. ^UaVI jabJl - v 

; AjfrUL»Vl Sj^t (< tU £ 

. <-^ fJJ&2 JajSAj J ‘ V^V' j' £'jj^' ^ lJ 3 *^ *3^ if* 


: ( pj^t J»>j ) 4xuia is* l* 0 

(jja£ AajJj ^jVt A^jili ) A^il^ A % {Aojllilt A^jili) A^il^ *\ * T % 

MAY 4-LuJ T A o ^Sj <$ jt jjll jt jilt ^iiUaj ^ J^lxL L>^ cWl tiA L-ij^a ^jj ; 4JajalA - 

,Aj£tjJ[ iVt ufljUaj]! <j^axj — ^Aalt umial) — t fljKlM umL JIa J 4 aM 4 Jj 1 j-a ^a Ifcj&Lui ^ 1 a ^j] 2 ujj L-ftitla^t 


■ Jij *Laj 3 gJhj - 4 ^ 

( AJUJl ) AaIx f % - M £jtj^ 

; AjJalt AAjS U -4 V 

. Y % M-V-^ (ja tjUfct £jj jAA\ flJabU Ljj$-^ AaIx, V % % 

„ Y % M-V-^ £>* tj^^j j j fULSf A-iI^ s % % - 

b Y % M-V-^ IjLu^l JoujjIa]) ^ajj^lLS bj^-ui Ajjl^ £ % % - 

. ( y % u AiuJ > t ^tut Jj^ajj y % u AiuJ ^ rv fSj frjm\ ) 


; 4jMt Jjj ^ l^pl^VuAij ^jj CjLaj^^ tf l dUA JA -4 A 
. S jJlLaJI jj^Sn c> ?«*K\\ ^tjilUJa cnJ^l\ ^\\ AjI La£ . c-iit jj*u AjJalt 4 ^3U 

; JLaxSI ± i & A^Ia ^ La -4 4 
. Aijiib ^iAaJ A-ilx \ % 


■ ^>a ( ^^Vi CjI^I^oaVI La - V» » 

> ja^a ljLLlaU^I (jja 4^ + ( % M ? 0 J ^Lout ^ ljIIlaUI]) ^a lA&ja1\ 4^ 

A^VuaaM ujj! j^ll + ( % 4 d ) (j^asiW (JjLaU]) dt jluit + ^ b^luj Y M "l t % M J S jJuLaJI 


■ ljUjja]( ^^jgr 4 ^Vu*iaM Aaa^ ujLam^) ^jj lAa£ - VM 
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. (JJ^\ 4^j^t tJA** LjluA ^jj - 

+ ( 4-a j).aJxaI1 jjt> j ^-ujLuj^U 4-4 ja^a^I | 4-^LiJ) ljI jiU-Sl ; ^A j ubt j-ualt <j-a SUjlaJ) ^ULuaJI £ ja'V a ^jj - 

B (jj-aUUj dtjluit + CjIIlaU]! (jja ufilsj^l 4^ + A^LaH^V) CjI j^UJl 

, { 4-ubi lJJ! ^ Y J 4-La ^jjj-ualt fti^Vt ^ ^jj ^ju'l ^JLa]) - 
; ^JHSl£ 4 -a 1^ c-ulj^a c-jLui^ ^jj ^ jull ^LuoSl ^ uti - 

4-ii^ uiJi Y s % _ t o ^ % Y * 4-ii^ uilt t s -1“ % % ^ s AjJI^ uftlj Y % ^L-a ^ % 

( ^ uut Y % ^ Y 4-LJ > 1 ^j ) 


; ( IAjj£ J % ^ j % ^ Q ) CjbjLa ^ 4 , 4 jjll (jitiL ( ^^Vi gj t ih^al lAtjJ gJbbA^t ^La » Y 

l QjtKIti £>a ^u^iVi l^JV Vji t iLuaj ^A j 4 Ujj^j ljLuiIjlaIIj CjULlaLL!) JjULa 4-ajSaJI 4-ua^ ^ Sjb^ ^A 
; Jl 1a bbb L£j 4^1AaM 4-g^]t ^]j 4-u-J JS i-_Aii] tg a^^ ^jj t 4 -a3LaI 1 Sjtjjj jj^Vt AL Ajj^i^a]) 

^ 4-aj£aJ) 4-uo^ + jJuLaJt j^Vt <j£ ljUlaUII ^ A^jS^it 4-ua^ + ^-ujLujSM j^SM ljIIlaUI]) ^ 4-a 4-ua^ 
, SUHaSI ^ 4-a ij£^Jl 4 -u 2^ + J-A*Jl CjbLual ^ 4-4 4-uo^ + ^^ualt ^jj-aUUI ^ 4-4 j£^J( 4-ua^ + J-a*J1 ljLjL^I 


Y * > i 4_LuJ ^ Oj* i>> 1 -vtt jjp fUlaSf) cjjj^ ; j£& (J^\ 

; ^uilaJl ^>AaJl IJU QjfcJaliJt »UaVl <a fe ^j... Jj^aJl jj»Vl ^Uaj > U « T 

. ( jLU jl ( <-Zja1\ ^Ldul ) Lf A*MA fJMjt - 

. ( ^JJ jl ( SjJ*1aJ| JJaV) ) flxSI ^IjM - 

: ^ * 4 ^ - ) 1 1 

( AjjAaJI 4^^aJl ' (^J Jj>^ ) A A . jA ( ^ diiljil ^ t .inM - 

; Uki 4^>iaJLi »LlabU t j»Vl ljL^ ^jj UL& - ^ . o 

jJ A i^\ aJ) iIjI jiWl + Y « \ o — "V — T* « (-jjjaJ! (jjLuui qa %^** + Y*Y®— *1— Y“* <— mial) <-iij^ ^Lu<i 

AJIaSI 4-^jASLs 4^1 All ^jJV) A^Jl 4-4J^ + ( AjjLuJt lj! jIuj ^jaiaAM ljI J ^LujV Ig aJa ^jj 

^ % J JLa*J( ±f> A^Ia + ^ 4-n^ ^ V % jja£ - Y s $ ^IjVl - Y * * AajLaII - T t % AUlllI 4 -^jASI J 

^ AajAaJI 4-aA^J) AjJjiiHt A^J^U) SJj-ula J ^ 4-n^ ^ % J Aj&Laa^V) + ( 4-n^ 

; J^aLaH j^VI c-jLua gjj laa£ - V»J\ 

AjAaJ) L5 iila^t j^Vt j Y % > O-l-Y % AJp U ^>a^a ^ JJil t jA J^IaII j^Sft - 

4-ii^ ^ Y ♦ * A aj^j ^i-Ja ^Sl dj^l ljLui^ j c Y % \ -Y % 4-iI^ ^ "l % % Ajjjjs ^ ja^a L-mL ; JIj-a 

, ^ AajAaJI 4-aJlLS 1 AjjjiiH) A^j^U) J 4-n^ t % % jA J^aLaI) dj^j ^)Jt bbbb 
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■ A^j^jt *LaAaJ( Qjj\ll Ajjjilt S j^Ujl ^jS gJbj » V 

( a^i jLjsji (jji\l c> rn SJU ) b»iu, ^j« j^vt ^ j 4 ^fejii j*Sn <> %* - 

; AjSj^t S j^lg> gJbj ^ » A 

(A^^t^^Jt^c> ?• SjU) ^jtt J %*■• - 

; tg^UVudt ia jjJj La j Ajinv^nM S j^Uit A»ajfl gJbj ^£ » A 

;AjjV 1 iajj^ill UJa tg^ia ^jj j „„ < ^Llajll j^Vt <> % T . * I g \u * ii AjxaJjj Sj^Uit 

B oJjdiVI (jJ-^lxit <j£- jSSn ( j-^' f L-iS Ajj j> 4 j j£ uilaj^t AjU£ Q3S2 <ji -1 

. ^1 Aj^j j£ dJ^lj S j-4 £ja jj£) Sj^Uit di& uilaj^lt jtlaj V) -cj 

j£ L-ftiUaj ^ L>^ % ^ % J Aiui ^ Sj^Ldt di& •Ijjj ^ 

m ^ u j] Sj^uit ^Iaj Sj^ (j - 4 J*i 0^3 ij^ii ^is 6 Aj^^j ^ j*y 4 (j-A a^jj 

( AjjXoJ! A-aliJt (jjjli (j- 4 ^ V dJLa J 


* t jte CjLmtjJ (J jL/aWM bjph& (JA ^ » 

B A-aJ^J) fUj) Ja> ^-SC' ^Ul uiia jaSJ Aj-uaL ('jjslZ' jaa j S j^Ip uij^ ^jj 4 ^ju - 

S.1a Ul&it CjLuitjjJt CjLajLj ^j- 4 (2)^9^ jt LgJjbu La jl jfu A\y\ alt A AjJ t Jt Sj^xit d^A uila ij*dt ^j-oj - 

B t$±ibu La jt dtjj2£ilt A ajJ )J) ^ jil jxoj Sj^& uiia ^I oj La£ 4 J SSft A-luu)jJ AIuj La^la j£ 


. J^Sft Lg^uia ^jj j 4 j^Vt a 4 %^ , d cr 4 ^ 1 L)J^ - 

{ A-ajJua]) A^aJiJl (jjjlS (jA V A S jLa J 


; fJ&HS jjL*a 1\ fJS AjSj^t 5 j!^ A^uS ^JLj 

, c yLla$ll j^Vt 1 ^-aJa ^jj j 4 j^Vt c> %t B ® Aj^uj AjSj^I Sj!^ - 

^ A-ajJlaI) A-aJiJ) £)jjl£ qa T % dJLa J 
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AiaUii si jA\ ; y ji* jj& 


; J^xil JjPtj^a ^ Jjal^Jl Si ja!\ IfcalP J^a^j ^jjjt ^ La -MY 

. Ja^U ^jjjJLuJI J^A\ (jA IjLuPt ApLuj j)j]La j Aj-aj^j J^xit ljI&Luj JJP (j/aj4Vi ^jj - 
. SjV^I £UjIj <ja j^I AIuj AjtgJ J^Jl S*1 a Jt jL AjaLuat J-aP ljIpLuj J^LaJl Stj^Jl JJLuij V - 

(( n * 1 4 i^ U fflj Jibll Ojjli <> V . SjU » 

■ A^tusjH JjLaalt ApLuj ^Uaj jA La - ^ V* 


JH v o^jiit t^i A^tj C&J* J jaJi c-ij« fcjjta oaitai c^t j!U i^ife ^1 Ailaj^u ^ 

,( Aluala ApLuj ^r u/Vtl J Lla ^jjjjIiSI <jjjIa ^ua ^a JpJl l^Jj 4 A^Luj ( ^p 1 a£ la j£ 

« m n ^LiyJ u jibii &jai <> v > Sju » 

■ C-ililajjai) fLLV Ajh^a^ jjgjj ^ J^xil A^a ^^Ip i-aIj dU& JA -V^ t 

AjIPjj AjI Jaail jtJ ^J) ±fr ju jt AjLua^ll Ijb f ( ^ 5 -uuj £)) jjSli AlatP AjLa J^xJt t j^h/a ^^ 1 p 

B Aj.^jS Y\W AaJ^Ul ^Lua jVt j Jb j j-uJb Cj^Labdt f LLj! 

w m n 4 iuJ u jibii &jaS <> vr Sju » 


(jdulxAi) ; 




; jfb^t (J^LlaI) ^^Ip bjljjAa dU& J& -M 0 

^Uxj AS(jlui) dXa ljjjI^j ) jj ; ^jV) ^ 1 p Aj ijaUH Ai jj^ ^ j-ujj ; AIuj 0 0 — 0 * ( y ui <jja uiJa, j-ait -j 
£^jLj Jjluil) <> AliJaj] AJUJt AiJajit J&J* j£*-£ ‘ L)^ 4 ^' 

B (jjjaUlK (jk AS(jlLi) i±A lj j jIuj AiLuaj + 

dJ^II AiLuaj ^jj 4 UlP (jjj-uu^ Aj&La^V) CjIIlaUII ^ AStjluil S« 1 a ljjjIa ) jj ; Aluj 0 0 ( y^ i Jxj cJui j-b( -lj 
, Jil U^j! ^'Lu^Vl (Jj-aUII ^a AJStjlui) SiIa lj( jIuj ^ AaL-bS j\ (JjaIuJSI Ap ^jL Ai AjaUll 

( Y % AiuJ ^ A ^aj AajJj^l A^aA^Jl ( 2 )^^ L)^ ^ ^ SjLa J 


Jjaxli 4Jl^lu>V) ; jJuC- AjujI 

: j^di (> ^aaiyiV) piaj L^m 

<_illa ^ tliJl <-i?jj i 4 JlH*duVt JjjAj jIjS jjA<-aJ VI Lf i^ Vj t AjjjIa 4 JlH*duVI O' 

(jjP jxyul (jP Jjjj V SiIa J^xJt A^L^uJ lAfl^j! jj^jj J AJjjjLa Ail V uaiV) ljj-uP| Vjj La jj T % JiLi AJUIujVI 
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*LajU! ^gl n V 4JbJt b±k (jh j Jaj-ui ^J& liJa-a 4JU1 ujVI uaIL <j£j ^1 bt I^A 4 { l^-Jl jLulaJI Lajj 4iLuaVb 

B { 4-ijJuit *LaJHI (jjl\H nit 4_aJ^Ul J *blL ^Jl ufilaj^l AjIaIj VI 

A ^_a C-jj S\ l J-UlC' AxUlA^ 

■ Y » » T Alutl Y y A 4*iVl SjJL^it 4 1$ alt c-j! j| 4^jV JjL ^a I ^ La ■ V^ V 

B { 4 Ig a!| uabl 4-^JV (J-a 0 ZSLa J ^jLjj ^ dblwiVI -ll^ 4 j^^lt ljUoIuJI £^LsI L-mLJ) ^ 

. ( 4 SjU ) t$j (j^kjill j 4-iAkil CjljbikVI Jbu£l Ixj VI ^^Uil jl l yajl^nll SAjA* 4jhjla V - Y 

B ( 4 Ig alt ljIjI 4aJV (J-a ^ % ibba J 4 qH^all ^&VI JiLuu jj 4-uuij (j^S'Vt 4 # n J*all jjaj V -V* 

, { 4 Ig a!| ljIjI 4^iV (j* 1 d SjLa J 4-uiiL <jjajj^l SjlaU-A Aju VI <jjaj-a (5^ jl (j^jl^un 4 # n Jill jjaj V - t 

( Y ^ SjLa J <jjsjj^]| Ja! ^Lj 4jbJl dAA ^ j Sj J*allt 4-uaj^a lj£|j& ^j^ljj^I filial ^A& ljjj ^ jjau -0 

. ( t X SjU ) fjjlll .ijfr <L# li£i &a Sjjaj (1«*^ O' J <j'J4* fljUV' MU^' t 

jlDl ^IjJ ^ VI 4 ^Ij*. j' *'»! </t JjS <1*1 jl G^J^' Cy* <M^ Aifll>« ^ J_>-aaJI <-i?j -V 

. ( lj'->' <^V <> Y A SJU ) SLaJl 

„ ( 41$ alt uabl <aJV (1>a V * SjU ) jl VI (J^ja1\ jl j*a\ fLifll Jj^-a V -A 

, ( A^JVLil <> r t SjU ) 4^4lt bal^Jl ^VLb Jjiyull 4jnhlt ^jL 4jJa]| Sbil^l Jib jS lit 

, J^La jjjSj 4jU£ ^4 4 ^jLbJl dbluiV) j\ CjJ| j^1\ ljV^ ^ 4^£ll^j| ljI^JI ^ibl 4 -uJall 4 - ) % 

B ( ro SjU) S^l o^liuiVI ^ fbjj 4^uili 4labua ^t 4j n^l) J& -U 

b ( 4b^l v bl^JV(> m SJU ) 4^j]| jl 4li^t ^Jb SbaJI jt^Al 4jn>alt J& -\ Y 

^ rv SjLa J JljUll 4j^ji]| 4jUi]| ^ibl ^jj VI J 4 4-jJ jl\ ^Jjlalb 4-L^aj £a ^j 4 -jj-ujj 4 # njhlt V 

B ^ 4 Ig 4 H Ljbl 4-aJV (JA T 4 S Jba J S JjL^-4 4-l^ 4i^J La I VI 4 4J^Laj 4bl jjS ^ JISj ^)S 4 jjjfrall V - 1 t 


dJLjtii A^Lua 


■ <jL^b 4^1111 Sjbxil Jjv^nl AjjI^iaII babn-uialt ^ La -V^A 
. ( jl f bjfS jLufljj 4^ ) ^jjb 4bbj| jj ^ jUxil j^iib Uj^a 4iwJl ( diloj jj ) jUjI S jj^a - \ 

t ^jiii ^Sjii 4iUaj Sjj^a -Y 


, Ajlilll 4 -ijjIS Sjj^a -r 

B Ajlilll dljlui) Jltluj 4bbj| -t 

B | ^jLulLujI jl ^L^l 4 jjj^alt (jLS bl J 4 jLsli 1| djJb^ll ^jLulLujVI jl ^jL^^VI dJl^b dj^j^ 

B 4l j^iIa 4 jL^aj 41ui jj -"l 

B ( 4j^^UI Jajj-JoJ SlijluLA (jjSj J Ig IK a 4 II 3 LA j 4 jjj^all 4 j^^U 4j^|j1jjj^ 3jj-ua -V 

. ( ^ £*fc>U J>^aVI Jlijl ^ ) 4j^ji]| 4jlii]b JljjVI -A 

, 4-a^ji]| Ajtiulb 4 CjIL^aII j 4JjLuaJ| j Jj^^nlt ^ j-ujj JjAub -4 
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. { A\\t a AjfliUl j Sjg>* SjbaJ) £jb C^ (j^^Ji ) AjP jilt Ajliilt ljj Jba AJauAjj SjLxI! AjjIjla ftj^t fb % 
j^jAjllt ^IjVuaiV Afc^t a 11 j j^it £>bbt Sjt JV Jj) jjV) JJ^ fJj £2 fb 4 Ajlibt Jj^b S Jlgbu f^LLuat Jju - M 


; Ajbjjlb ujjft<bt ^^AutAll iajjb j 4 A^tAtt Sjbxit ^^Jp t^Qjtin ^^bt Ajfl^Ut iajjb ^ La ~V\ A 

. AjjjP f Uu/t j l-Sj J 2kj AjjaIa ^j£j £1 Jajbb - ^ 

. Ajllbt Lj^l^uij j Sjtgbbb Jj^j pbt j^i^-vlti ^aj^aj b£j^ ftjbVt fb ; ^jLuiluu) jt ^jb^bt u-ubai) jtS tJt -Y 


j Lbi! Sjjjbt dJlgbb) J* jj ; Ab£ Jj^J jt A-jla^ j! f<u£ j-ujjj jt jHuA uball £)S Aj^ilt ^Ip j£j tJt -V* 

. Sjtgblt JjlalAJ ft JbVt fb 

jl ^jb^bV) SjI^-uu tibj Aibbt J^V ; Ajxa^ Ajj^P jt bjjbJ jt AJLaj Sjt^bu Aitbat ^ uball ujPj tJt -t 

a Vjt AjUIILj LJ^la^uJt f*uo&J ^ jbuLluiVt 


A^JLbt AjlaI^JI AjUS j £ Jibuti) ^aulaj b^j^i ftjbVt fb3 uball tg jIp J^Wtt $Jlgbbt ^aula AjU£ JjP 

^ jbi nt\ ^jjLAbi " Abab jj*u a^t a a ^LLa J 6 Jt ^ bit ^jAj-aa ; u jb^bt ^Jp ebbb dJl^bbi 

tba ^jjjjilb" jt "flP cHjbLA" Sjbp Ajbjjlb <ibj£ j Aj^Ut L5 Ip ebb ; ftP o^jL^a e-ubalt £)l£ tJt 

. ( JLibt - ^b ) SjbP Ajbb C bubt fbVj 4 "A^t j*j 


a bb Jj£j J-ax!t A^a (jA £jlg*ui Jlijt fb2 L-ubbl J^P A^a Aj^ilt ^Sp j^J tJt -V 


4 jU*m 

; S^a JjV fbbVt Ajlib Jjbt ebtft j» 

; AbVt Cjtbbdbt bxA j flbabU A^lxit AjIIIII Aa jj - 


^ Abuaj Abb J jbbat Aiui fbb^ Sjl^b -lj 


( Abua t 4bb ) AjS>bt ^ jbbt S Jlgb -t 


>Lr A jbt fSj]) Ailkj Sjj^a -J { Ajjbbtj (jbbt J AbUbt Ailbt Ab^ua 


( £_ jjj ) b 3 -J 


AjfitjP jjjS Sjj-ua f JJP -d 


a AjUbt btjblt + Jjb) LJL jl ^ a Jlbuj -J 

LjbLAbbj ^IpV t (J*iWaM (J-a AJjIsla + Sjl^bt J^t ^Jlijt e-iau ; ^jlblt (j^ CjtJl^bJt ^Ip ^jbuaL^I] ; Ab j^Ia 

■ f ^A^^tt jtJ ) A^lxit Ajllbb tJj^A cjjjbtt u| Y ^ 

ijH A b^t ^ a (jA Ajtbjt jt Alb fj t Jt bib J 4 uibbit A^I^a J^xli Aa^HujI jjS L-ubbl ^ip Aiti 4 V - 

Ajlbit jib Aaj b j dJjJ^it AIaP A^ j-* Sjlit jba^j jt AbP 4 Aiti 4 Aibajit £j^ Jtjb ^ jit A^I^a 
Jxj Vt Ab^bt Ajjt ja jjaj V ) . AjPjilt AjlHib Abaab fb 4 I4J) AjtJbt jt AJU fj ^t ASafil^bb AjPjiit 

— A 1^ Alt Ajjt ja Jaj jb j -4 bjb Jjbt jtjbLuut jt Lb 4 AjPjilt Ajllbt ^ Jj^^nltj Ajlilb fbbt JjJaJt ^ Jjbt 

. ( Ajiibt ojiti c> r Sju 

^13 
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■ he- jm iiuiat Q±j j »uiaSu a^a! i ymt Qg jj^i >u_-vrt 

£j! ' jlil j 4 ^ oil <_j|j| 4_aJY JlJfrl j i Uj£\ ci)4Al Jjjj&aj J««Jl Jla jA La J£j <ja£j 4-alxil 4jlisill - 

. Ab^t AjjtjA fbajjj ^ Jjt^aJb M*l\ fblaSft ^J 4 Ajajj^I Aj X AjJt l^uaj^j j jlVt 

dt jiivt : u u^i\ j& \*ij i AiaSubi jiLj ^ 4^uit AjtiAi cjUai^nt 51 ^ 4 ^ ^ j4« cjbtiAi ut - 

^ f b LVt 4-)bui jjJSj ^ jiaUl j 4 A^WaIIj Aaa-^I AJahJj AxjLIa j hjhVi j A-uut jJ ^ A jWaII SjbVt £-a 
B AjjjJbit Lj)f tjxVt S j-uiIjaj flua&Sh £a SjAuLsaj 4 ftba^Vb A^LLSt jjliLubt j 4 Afo^W a! 1 JjUaj 


■ Lia AjtiAt uA+a fbggj ^ >^jL AjjtaAt Akbbvt a^jLaa j& y r 
B ( lAjji j Aaa^^V) j! AjaIx!) jt Ajs 4 aIV^M A WUt ) AjUAI <j-A Al^J jV Abaj^U c-AL AjU£ L_uAa jV <jJkJ - 

■ AjIHI) ^jA^a fbg^j c-jIAjj! gjj l-L£ Y t 

uiuaAt j AjtlAb Aluu ^ JSV (jJ^SuAt <ja ^ Luaj J Y i j Lj„AAt f bLbb AaIxII AjllAt <jA^a £jj£jj - 

' Y t-jliaj) ^jjj Ajj j$ a >M jjIula L5 I^ jba£ > Y ljUaj) --- ( AjtHJb Ab^ 0 jj£V bj^jlbt c> j^Vt 
B (jAluu j£ ftba^Vt t i*/b L-slbbA J^Vuj bb ^AA)ji^ JjLUa lLua} JjLbAJt jjIuia jAa& 

(jja (JJ^J^ SjAlUt Ate^Wa Iaj& (. fLua^j AjjLoj j o^aij Aia^LxAb A-^jiJt AjIIA) ^jaiW^ ^jj£jj - 
B (jf\u*.\ j£ f Lua^Vt H£* 4 fl 4 ^ai c-sIAjj) 1 jAa^ ^jj! j qa AjjALu uVt A^l ^4 j )jAa& jAc- AAuu j 

■ ftbia^U Aj^j.oxit Ajt^vM (Jba Y a 

Y ^ Aj^IuA) ljISI jluiVI I Jj) (jjAt AjllAb f blaSft £. J 4 % 4 Aj^ j^b) AjxoaJI S jbxj - 

B ^ ^jV) J AjIIA) f Luut ila AjIIA) Lj^i^uij J ^4 c-uJa uiJS 

B A-uiA AjIIA) Laj flua&Sn A-4JI4 l^jljljij 4 A-ajUj AJoIuj Aj^j^A) A\t Ay\\ - 

AJa-uu! jjjSj f LA^VI (jifibjj 4 j£ ^ cHjba j^-A ^ Aj^j^bt Ajjla^A ^ J ^ jj-uj ^\ A*y\ Sks* ^jj - 

, CA^jaIa (jA ^Vuaij Laj 4 ljLlujL^A] ^ jSjAt JL^Jl jj jSj j AjIIA) A-bt jj-a ^jifibj La£ ^bbt <j£- AjIIA) 

(jj£jj 4 A]j jAa^ ^ ^ % c-AIa )j) ji 4 A]j AjIIA) (J*iWa ubia )j) Aj^j^b) Ajxa^A f^jUa pLA^I ^jj - 

, ia^ cAIbt ^ Sj±^1 j jLll AASllb f ^ jlibt ^UbaVt 

t (jA 4 jSVt (J&* jAaP uill jjAa^j VI JjV) J^xjVI ^ A^bbt AjUIA Aj- a j^b) A \t Ay\\ S&& j V - 

jSVt jAa^ AjLa jjAa^j VI Aj^jA) AjIHA A-la j^xS) Ajxa^I ilP (jj£j V J ... AjUA) Aljlui) JjAuuj 

; g^AP Ajjj fbjj fblaVl ^jp f Ul^Vt AJU jjlil) ci ^ lA) jA La ■> Y n 

L5 ix ^ 5 bVb (vjtibt jJAb) jj Aaib jj jJ.lbt) Cf iAa^A) Sjbj JJa^Vt (> J 4 tjj^ AJa^JAt ^ 5 bj ^jj - 

Sj^LulaS Allua JJ ^jj V J ) A 1 a^ Aj^b fbjj ufila f djbj^b f I^ j^V) l^j^jj 

, AJaj-ubi A ajAaiII ^ dAj (jLa! j) J ^ibulutbl ^a) JIaj AJxuuIjj ^Jjxbt iaiaaJl ^jj - 

, ft Jj^Vt Ax 2 l j JALui ^ j£ f L a^aI Jj^ 4 *n ^jj (jj 4 j^ba^b) AjU£ fUjj - 

, ijjoiiiA A-aUJI AjbAl (jl\ Ajl 2 | ^Sb ^\y\^ 4 AJajJb) JIaj ^ ^! Cj^i )j) - 

, f IJj^V) AxStj JALui (jA j£ tg \\& 1 J jj j ^ibulutb) jjJaJ AxSt jib Aja-ujj Sj£l a AjU£ ^jj - 

f IJj^V) Ajl 2 | j JALui (jA j£ tg ^ jj j 4 fblaV) Sblutb JiJbA Aj^jb) AjIIIA Aja-ujj j j£bu AjU£ ^jj - 
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S Luil a J jt JLulLjiaI} (j jt jL-ua yt Jp^Vt J J-^xit £fi> ^UlaVt (J fbl^Sft fUlaSft AjtHit O - 4 jt jS - 

. cMj c 3 ^ (j^fc &*i dijj t f ui^yt 4 ju 4 -uL 


; Ajllilt dJl jlui) ui&Aj £yt -) y V 
: ^lUllS AjLHII Cjt£tjiit Akua*. £jjjj ^jj 

. he ji\ ajiui %w a^uii h\m %) o a^i <^ii cun jUjV % v% 


■ AjlAi]) ^jLulLuu! jj L)^j LT^ Y A 

. jt AJUjJt jt jjIu^La]) ji AajLaJI ^ Jj^aaJt jj£ I g^i a ^JJ ^lua^vt SAtgJa - 

a Lr S^ £y* LjI J) u *1 1* AftJ ^jLulLuuVI ftAL^ a *1 - 

a AJLa^lt J& Jj^JI j-luu V Aaj ^jLulLuuV) dJl^ui - 

a jj*u My\ a\\ (^£" £ja A-luj ^ G Axj ^ jLJkuuVI dJl^ui - 

a A-ajJjjJt Js^ J^aaJt £y* Aj-uu Y * Aaj ^jLulLujV) 6 am - 


C 5 ^Vt ^JJ^t ji AijUijj^' 4 JUjH SAtgJu Sjj^a ^jaIj ££ai j i Aj mil Ajj^oaH SAtgJilt J^ai ^SJ^J ^JJ ; Aiajala 
A-a£jj^V1 SjliuiH jt <^UajjJt ^ISUt c> Aj&j>a SaI{J«2 I Oj* 2 O' -k>^ ( J^Vt ^ ^iUayt £p» ) 

. Ajj^aJI kx±j\ll\ Jjjjj 


; 4jtaat AJa£5 cJal) Alfr* jj j)> fUalt AJa Q^b ^Uaj dU JA -) Y A 

cLu^kJ 4 L-JoSl A I^a 4jjl> flkkj *lua (jj-alj J-a£ (jj-aUUl ljISjJj (j^.\ A-aUJt AjII^I ljJ^Iju t fju - 
uLS) AjLa ^1±a Ji* CjUajj^ull (jjjaUUl ASjjj Jsiu j ; Ja^ tg jW <jjj^j j A-utoA 4 1 a A ^ jj-uj Ol jluiS ^]Ld umial) 
, Ja^B ( jijjx!l]( ^ ^jUai (^Ij l^J 4 jfii'iM ilk (j£l i. ^ AjjLuafiJl c-fljjLua^jJl Al«Lui J Ljlui *Lii^ 

. ( AlUaj Sjj-a j Ajjjliil Sj^-a (-Jjlka ) Ajfrjill AjIIUI ji 4^lxSl AjIIUI Jjjla £f. dljliV) £j£a j - 


■ ( j>i jja v ) ^ >> a . su <a a »uiaSu Ajimi ^ AjfrLu»yi ^uigyi u r > 

. <uiA <-^t eg* - 

■ U^' : fljjVl - 

<Lu^ /*uiii ■ < iIaSI 1 tliLalc-J «_u£jj - 
. <uiA : (i J«il! - 
Aju^i ufiii ■ Aajlil - 

■ «* ♦ ■ ♦ ♦• 


■ Aij^a Cj)f t ja! La j 4 AjUIS) JAjla A,a^ ^ La ■VYM 

;( ja 1 $ ) JgrUHt (jilaua ; Vjl 

j-u 2 u 4 A^jIaSI A^liVt iajiuy j (jjluJt p jL Alf' - 
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B ( A j Jalt j^At AblA jLAI ja ) bj^A AAd 1 % % ^jk lALa* jaLlA) A^uS - 

; AAV) JjtjjVb 4 j Mi j$At AblA JlAV ^AA) ^A £)AAt j^a £jL Jaj - 

jjjLA) ^i*Jt ^ ajU&ai dJi jiuii jtiuj ljLj! ^4 AJAit ^ s.iAxa j a t SjIaIuj) - ^a jAt ^3j3t Aitiaj Sjj^ j 
AL jj j^xa AL jj ^-IaVI AA) J jilaAl JjjA AIA) AJto ) ja — jaUa lAL SjLo1uj( - jaUA) ^jjAll 

. ( AjjALutft 

. JJ^A Aj^j j£ L-slxij ^ nil ljLaAJ jaUAI JjjAj Ab Jju ^jj - 

L^ C> >W Aij^a ^jj c)AAt <juj Jxj ^HAt jaUa J& Jj^aAb cAL ^jAj c-a*j - 

, ( iA2Al ^jSk A ^JlAt j^Abl ^ujIj ja cij^Luu jjjUAI jli c £)^bJt AI^a jjja «i*j lAAI ^jAj AJA ^ La) 

: jaAt j£Ua : lAb 

( bj$A AA^ "l % % £Aa ) AUiAl jAj J& j 4 -aj ill jAL Ajuaj - 
, AjhLAl AAluAJ AitAVb t j^At AlAV ^AJl £)jj^iajA 1 ^ SAgA ^jAj lj jILa - 

; j^Vt o^Lla ; Ab 

AfjVt £jA jl i ljLA) jj AIajV) J?tjj AjA ^ jjjUAI £U*h n J JlAVl A^JiU UAa ftAV) j AIaj^U Aj-uaj - \ 

. ( ALA) Ja£ j) 4 jjSA) 

AJbJb jA - f LLs^U ^AjAt A 11\ CjhlgA - Aj)jj 3) - SI ijll SjI^A ; AAV) AAluAt ^jAj i-ijlka 
AAajll j)j£ — jj^VAall J^LlA) ljI Jl^Ai (jja ^jVuaia — ^jj^VuaiaII ^aja!) ^Sjl) jj-ufl — ljUA] A j IjaIA) 

Jjjab ^ A^tj^b diA) c-Aial — J^xil j) ^tjji) f**-} c5jl^t j^AA) jtjSt — j^ail) fLLV) 

. (jiU-At 

. OjV) lH£ ^ AJU ^ l^*A)^A Lij^aj -Y 

- ojAI j]b ^alAJl (JjAjlA) A aj^j ^IlaLj ^)bj - AjIj^I - SlijI) SjlgAu ; AAV) lj) A luiAl c-j^Axa - 

Jjjab ^ Ai^t^Ab diA) t-jUal - ^V) <-iI£ ^ SLpJb Ajj)^) Cj)jlgAu — t-uAAl ^jii) ^Sjl) Sjj^a 

. (jiU-Al 

; AjIIA) ^ ( Ajlij Axj ) ( T uAAt Ajjj U - ) T V 

SjLbJ) l-LjL ^a uAL SjLaIuj) ; lj jAsw J AjAA) (j^-A) CjblU jLab) ^ SjU^ uLjL^a AA^ uAl ^jj - 

. ^ SjliAl uLjLuaA ^jVu*ia 1) AiUaj Sjj-ufl — AjIIA) ^jIAj AjbS . ja j AjIIA) ^ ^ Iiajxa 

a AaAA) (J^-At AbUy jLA) (jA Sjl^I j S ja dlij AJl^l AA^ AVI Ajujj Aj^ua ^jj - 
, AjAA) J^-Al LjbUb jLA) ja j j^Ai jaIxa AA^ AjIaIuj Aja^ ^jj - 

(JjAua ja ^ AujIjA) ^Laj) JA d^VjVj 6 I^Asja AJIa ; uiAAt AIajV AAA) Sja AA^ lA) Aja^ ^jj - 

. ( f UabA AaLA) AjliAb Aj^LA^V) AjI^ J\ 


AJjIA) 5^ fj& bjjS fblaV) j) 


J)^) 

jaUA) v'-fe! / J 
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